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HOWTO DEFINE A VULNERABLEPLAQ synonymously w ilh tin- 
The term, vulnerable plaque, has been * ribroalh eromas 

terms high-risk plaque, thrombosis-prone p . q • reters I0 a plaque at 
iTt-FAs! unstable plaque ami disrupted plaque 

increased risk ol caiisingthrombosi^s and lesion progress^ event of most 

cardiovascuktrdiseaseTin TwI^an^lias'bcen under extensive study ever since 

prospectively, a vulnerable plaque can be 

identified by the technology tested an ^"uirombus could thus produce 

of forming a thrombogemc foa ■ hro.™ phj{ progression. 

immediate disease onset, or r< p , > • , of causinu such an outcome 

On the other hand, a plaque with a low likelihood ot 

would be termed non-vutnerable ■ classifies plaques into six 

ssssgr sksskj - . 

type VI as complicated lesions . l(I „ wrD . n ,r pi AOUF 

CHARACTERISTICS OF A VULNERABLE 1 LA V, 

Although evidence suggests that certain features can ,den f > 

vulnerable plaques but no conclusive data exists. Ihelolovwng in ures 

plaqu", live been implicated as being predictive of an adverse outcome: 

A | Large lipid core (40% of the entire plaque) 

B] Thin cap 

C | Increased macrophage content 
D] Increased proteoglycan content 

El Presence ofa calcified nodule . 

There are no prospective studies clearly establishing any particul.n 
histologic type as being vulnerable plaque: also it is not possible to idemi > 
the frequency of vulnerable plaque due to unavailability ot a simple method ot 
identifying such plaques. Autopsy based studies have a certain selection hiav 
but the best evidence about the frequency of various histologic types ol 

plaques comes from postmortem studies .... 

Three major factors determine the vulnerability ot the fihmusuip. 

A] Circumferential wall stress or capjatigue 

B] Lesion characteristics- location, size and consistency 

C] Blood flow characteristics 

Platelet disruption involves inflammation as an important adjunct to 
mechanical factors N and activated inflammatory cells have been detected in 
the disrupted areas of atherectomy specimens from patients with acute 
coronary syndromes. These inflammatory cells secrete proteolytic enzymes 
such as matrix metal loproteinases and are capable ot degrading the 
extracellular matrix, affect vascular remodeling and migration ol smooth 

muscle cells across the basement membrane 1 

Lesion thrombouenicity has also been linked with tissue tacioi 

content and local tissue factor inhibition reduces lesion thrombogenicity 110]. 
Evidence also suggests that increased tissue factor expression is associated 

with cell apoptosis |l ". 

LESIONSTHATLEADTO ACUTE CORONARY SYNDROMES 

Atleast 65-70° o of the atherothrombi are caused by plaque rupture. 
25-30° o of thrombi occur from plaque erosion and 2-5% ot atherothrombi 
occur as a result of calc i fled nodules that protrude into the lumen. 

11 Plaque Rupture __ 

Keywords,’ \ ulnerablc plaque. Intravascular ultrasound. I hm-eap I ibositheionui 
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Plaque rupture is defined as a necrotic core with 
a thin fibrous cap that is disrupted or ruptured, allowing 
the flowing blood to come in contact with the necrotic 
core. Rupture of the fibrous cap usually occurs in the 
shoulder regions, the weakest portion where the stress is 
highest and matrix metalloproteinase production is 

i|I2| 

increased , 

The frequency of plaque rupture reported in 
various series of sudden coronary deaths varies from 30% 
to over 85% ,H Calcification is present in 80% of 
plaques that rupture but is usually either speckled or 
fragmented and infrequently diffuse. The coronary 
plaques in plaque rupture are equally concentric or 
eccentric and arc more frequent in men and 
postmenopausal women ,K ’. 

2/ Plaque Erosion 

It is defined as a lesion with luminal thrombus 
with a base rich in smooth muscle cells and proteoglycan 
matrix 111 At the site of thrombosis, there is absence of an 
endothelial layer. These lesions are usually not calcified, 
or have speckled calcification if calcified M * ! . Majority of 
plaque erosions are eccentric and occur most frequently in 
young men and women less than 50 years of age and are 
associated with smoking especially in premenopausal 
women [19]. 

.?/ Calcified Nodule 

An infrequent cause of thrombosis in patients 
dying a sudden cardiac death, it refers to a lesion with a 
fibrous cap disruption, absence of endothelium and 
thrombus associated, dense calcified nodule with bone 
formation. The origin of calcified nodule is thought to be 
associated with healed plaque ruptures. Mid-right 
coronary artery accounts for over 50% of the cases 
because of maximum torsion stress and is the lesion is 
usually seen in elderly males with heavily calcified and 
tortuous arteries 12 " 1 . 

4f Tft in-cap Fibroatheronm 

The thin-cap fibroatheroma (TCFA) has been 

defined as a lesion with a fibrous cap < 65/jm thick and 
infiltrated by macrophages (>25 cells per 0.3 mm 
diameter field) |J ". The cap may or may not be eccentric 
and the necrotic core is well developed. Over 50% of the 
plaque ruptures, healed plaque ruptures and TCFAs occur 
in the proximal portions of the major coronary* arteries 
with < 50% diameter stenosis and another third in the mid¬ 
portion of these arteries while the rest are distributed in the 
distal segments ,22! . Fifty percent of TCFAs have absent or 
speckled calcification, and the remainder has a diffuse or a 
fragmented calcification pattern l " !| . 

DIAGNOSIS OFTHE VULNERABLE PLAQUE 

Since the consequences of rupture of vulnerable 
plaque may be catastrophic, their identification is of 
paramount significance to enable the development of 
treatment modalities to stabilize such plaques. 

a) Coronary Angiography: It is the gold standard 

for assessment of obstructive 
lesions but it fails to assess the 
plaque burden. Also, since 70% of 
acute coronary occlusions are in 
areas that were angiographically 


normal previously, the technique is 
severely limited in identifyirm 
vulnerable plaque. 1,11 

b) Angioscopy: More sensitive than angiography, it 

otters direct visualization of the plaque 
surface and intraluminal structures like 
tears and color of the thrombi. 
However, angioscopy is difficult to 
perform, is invasive, is associated with 
a risk of peri-procedural ischaemia and 
only a limited part of the vessel tree can 
be investigated. ’ 1 * 1 

c) IhtravascularUltrasound (IVUS): Provides real 

time high-resolution images of the 
vessel wall and lumen. Only structures 
over 160 fj m can be visualized 
accurately. Calcification is 
characterized by a bright echo signal 
with distal shadows that hide plaque 
components and deeper vessel 
structures. The sensitivity of detection 
of micro-calcification is around 60% ,2t| . 
Lipid deposition is described as 
echoluscent zones and can be detected 
on IVUS with a sensitivity of between 
78 and 95% and specificity of 30% 

The sensitivity to differentiate between 
fatty and fibrous tissue is between 39 
and 52% 12 '. IVUS assessment of 
vascular remodeling may help to 
classify plaques with the highest 
probability of spontaneous rupture ,M| . 

d) Intravascular Elastography: Based on the 

concept that upon uniform loading, the 
local relative amount of deformation of 
a tissue is related to the local 
mechanical properties of that tissue, 
this technique differentiates between 
hard and soft tissue that may be 
important for detection of a deformable 
plaque prone to rupture. 

e) Other Techniques : 

I Optical Coherence Tomography 
i Thermography 
t Raman Spectroscopy 
l Near-Infrared Spectroscopy 
( Magnetic Resonance Imaging 
i Shear Stress Imaging 

All the'techniques are still under development and at 
present none of them can identify a vulnerable plaque alone or 
predict its further development. Thus a combination of 
various modalities will be important in the future to ensure 
high sensitivity and specificity in detecting vulnerable 
plaque. 

CAN PERIPHERAL BLOOD BE USED TO IDENTIFY 
VULNERABLE PLAQUES? 

Several candidate markers in peripheral blood either 
singly, or in combination identify patients at high 
cardiovascular risk - LDL and oxidized LDL, C-reactive 
proteins and other acute phase reactants, p-selectins, 
monocyte chemoattractant protein-1 and macrophage colony 
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1 • fnrtor CD-40 ligand, interleukins (1 b and 6), 
stimulating factor. C b pregnancy- 

essfesssasasss.- 

Drugs (Plaque Stabilizers) ,wihitnrs 

HMG CoA reductase inhibitor 

(Statins) . 

» Angiotensin converting enzym 

inhibitors (ACEI) 

» Antihypertensive agents 

^ b-blockers 

wk W-3 fatty acids 
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» Antiplatelel agents (Aspirin/Clopidogrel) 

.^Peroxisom^proliferatoractivated receptor agonists 

-Anti-inflammatory agents 

-Antibiotics 

-Antioxidants 

Therapies that may possess plaque- 

stabilizing effects 

Gene therapy . »u:u;tnrc 

Metalloproteinase inhibitors 

yy CD-40 pathway inhibitors 

Photodynamic therapy 
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Infectlveendocardifl^^ 

AbS ' raC 'lnfective endocarditis (IE) remains a ,' ife 't^SstuSha^reportedtn maease mlhe mcdence 
Despite advances in early diagnosis and treatment ardiac disease. Degenerative, prosthetic, iatrogenic 

of IE with notable changes in the nature of underty9 DU n ow reported more frequently than rheumatic 
valvular disease and IE among intravenous drugI usersIWDU) a ^ Qf |E its pre disposing factors. 

heart disease. The objective of this s ’ u ^ te hnsoital in eastern Malaysia. Sixty seven inpatients diagnosed as 
microbiological status, and outcome at a P jfjed frorn hospital records out of which 45 cases that 

IE or suspected IE from June 2000 till July 20 ° 2 . m Dresent study The patients' predisposing factors, 

fulfilled the Duke criteria for diagrfosis wer*wd data on clinical outcome were extracted There 
clinical findings, complications, results of3! 9 VMS of which 86.7% were IVDUs. Fifteen of our 
were 44 male and 1 female cases with a mean age of 319 years statistically significant difference in 

patents were HIV positive, all of whom wwJVDU- There ^no "caii^. 9 ^ Among IVDU . 

bacteriology and echocardiography findings among HIV-pos ^ by streptococci (17 9%). Among 
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INTRODUCTION: 

Infective endocarditis (IE) is an infection of the endocaidial 
surface of the heart and it implies presence of micro-organisms in the 
lesion'. Formerly rheumatic heart disease was the commonest 
predisposing cause, but mitral valve prolapse, aortic sclerosis, bicuspid 
aortic valvular heart disease, prosthetic valvular heart disease and 
intravenous drug use (IVDU) are now more frequently encountered. . In 
the United States and Western Europe, the incidence ot^ community 
acquired native-valve endocarditis in most recent studies is 1.7 to 6.2 

Authors’ affiliations: cases per 100,000 person-years. M The incidence among IVDU is 

r m. Yousuf $H. How ARM Fauzi, a Shah estimated at 150 to 2000 per 100.000 person-years and can be highei 

Kulliyyah of Medicine, Department of among patients with known valvular heart disease. IL in IVDU has 

interna! Medicine, special etiological, epidemiological and clinical characteristics compared 

International Islamic University to IE in non-IVDU in most studies. The patients tend to be younger, and 

Malaysia. ma y co-infected with human immuno-deficiency virus (HI V). In recent 

years. Malaysia, like many other countries, has witnessed a considerable 
Accepted for Publication increase in drug abuse among young persons. The proximity of Malay sia 

August 2005 t0 the Golden Triangle has greatly contributed to an increased availability 

Correspondence- of illicit dnms. 7 In 2002, there were 22.008 addicts in the whole country 

RM Yousuf,MD consisting of 11.477 (52.15%) new addicts and 10,531 (47.85%) repeat 

Kulliyyah of Medicine, Department of addicts. The drug addicts arc male (almost 09%). in the age group 20-24 

Internal Medicine, years and mostly Ethnic Malays, followed by Chinese and Indians, as 

International Islamic University well as foreigners/ 

Malaysia. jh e a j m 0 f this study was to determine the incidence of infect is e 

P.O.Box 141, endocarditis, its predisposing factors, microbiological status, and 

27510Kuanton p ^ har J9' Malaysia. outcome among the local population in a state hospital at Kuantan in the 

Fax: (609) 5133615 east coast of Malaysia. 

Material and methods: 

This study was designed as a retrospective analysis ot case 
records of patients with IE or suspected IE between June 2<>0(} and July 
2002 at Hospital Tengku Ampuan Afzan (HTAA). Kuantan. 11 TAA is a 
general hospital in the state of Pahang. Malaysia, it also senes as the 
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teaching hospital for the medical faculty of the 
International Islamic University Malaysia. Its 
catchment area includes 4 referring hospitals namely 
Hospital Mentakab, Hospital Pekan, Hospital 
Kemaman. and Hospital Muazzam Shah. Sixty seven in¬ 
patients diagnosed as IF. or suspected IE between June 
2000 and July 2002 were identified from hospital 
records, 4 5 of whom fulfilled the clinical. 


microbiological, and echocardiographic criteria {Duke 
criteria) described by Durack et al (1994) and were 
included in the present study. Data on the patients' 
demographic characteristics, medication received prior 
to admission, predisposing factors, clinical findings, 
complications, result of investigations, duration of 
hospital stay and clinical outcome were extracted from 


the case sheets. 

Statistical analysis was done 
using SPSS version 10. Students t test 
was used to compare mean age and x 2 
test was used to compare proportion 
among two different groups and a p 
v alue of <0.05 was taken as statistically 
significant. 


Sex 

Male 

Female 

Age**(Years) 

Ethnic group 


(14.3%). Among non-lVDU. viridans streptococci were 
isolated in 2 cases (33.3%), enterococcus in 1 case 
(16.6%) and Staphylococcus aureus in one case 
(16.6%). Blood culture was negative in 9 patients (20%) 
of whom 7 had relapse and the other 2 had received 
antibiotics from general practitioners before admission. 

Echocardiography results (Table 3) were 
available in 40 cases only. Among IVDU, the tricuspid 
valve alone was involved in 76.5% of cases 
Involvement of more than one valve was found in 2 
cases (5.1%). Among non-lVDUs, vegetations were on 
the mitral valve in 4 (66.6%) patients. No vegetations 
were found in 14.7% of IVDUs and 33.3% of non 
IVDUs. 

Table 4 shows the complications among the 45 
cases studied. In our study there were no major 


TABLE I. 

Patient Characteristics: 
IVDU* (n=39) 
39 (! 00 %) 

0 

30.74*7.39 


N: 45 

Non-IVDU(n=6) 

5(83.4%) 

1(16.6%) 

39.5*11.82 


RESULTS: 

A total of 45 cases of IE were included 
in the study. The overall incidence was 
calculated to be approximately 10 
cases/100.000 inhabitants / year. 
Majority of the patients (n= 41.91.9%) 
were from Kuantan and the rest were 
referrals from Pekan (n=3) and Maran 
(n= 1). Almost all were male (11=44) and 


Malay 

Chinese 

Others 


34(87 2%) 
5(12.8%) 

0 


Predisposing disease 
Rheumatic 11 cart disease 
Mitral valve prolapse 
Congenital heart disease 
IVDU 

*IVDU is intravenous drug user 
* * Age is expressed as mean and 


0 

0 


39 (100%) 


standard dev i at ion 


4(66.7%) 

2(33.3%) 

0 

3 (50%) 

2 (33.3%) 
1 ( 16 . 7 %) 
0 


their mean age was 31.9 years (range 
18-57 years) as shown in Fable 1. Thirty nine patients 
(86.7%) were intrav enous drug users (IVDUs), 3 (6.7%) 
had rheumatic heart disease, 2 (4.4%) had mitral valve 
prolapse and one (2.2%) had congenital heart disease 
(ventricular septa! defect). IVDU patients had a mean 
age of 30.74 ±7.39 y ears and were significantly younger 
(p= 0.017) than non-lVDU patients (mean age 
39.5± 11.82 years). 

Table 2 summarizes the symptoms present at 
the time of admission. Fever yvas the commonest 
presenting complaint affecting 89.7% of IVDU and 
83.3% of non-IVDU. Most patients (77.8%) presented 
w ith lev er of less than 2 weeks duration. Fatigability was 
the second most common symptom which occurred in 
82.2 % of all patients, followed by shortness of breath in 
30 cases (66.7%) with associated cough in 26 cases 
(57.8%). 


Table3 shows the microbiological and 
echocardiographic findings of our cases. Among IVDUs 
Staphylococcus aureus was the commonest organism 
(61.5%) followed by streptococci (17.9 %). All 
staphylococci isolated were methiciIIin-sensitive. 
Among patients who had positive cultures for 
streptococci, bein-haemolytic group G was the 
commonest (85.7%) followed by viridans streptococci 


complications in the non-IVDU group. Among IVDU 
patients, multiple lung abscesses were the commonest 
complication seen in 8 cases (20.5%) and 4 (10.3%) 
showed bronchopneumonia on chest X-ray. One IVDU 
patient presented with septic shock and died in the 
intensive care unit. 

Hepatitis B and Hepatitis C serology were 
positive in 17.9% and 33.3% of IVDUs patients 
respectively. Five (12.8%) of these cases were positive 
for both Hepatitis B and Hepatitis C. HIV-positive 
IVDU patients were more likely to have positive 
serology for hepatitis B and hepatitis C. 

Fifteen of our patients (38.5%) were HIV 


TA BLE 2. 


Clinical Manifestations at 

thetimeofad 

mission 

Symptom 

No 

% 

Fever 

40 

88.9 

Duration <2 weeks 

35 

77.8 

Duration >2 weeks 

5 

11.1 

Fatigue 

37 

82.2 

Breathlessness 

30 

66.7 

Cough 

26 

57.8 


positive, all of whom were IVDU. There was no 
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Culture 

Culture-positive 


No 

n= 

36 


Culture-negative 

Vegetations* 


Site 


* Echocardiography report. 


Organism 

S. Aureus 
Streptococci 

- Streptococcus vindaus 
. Group G streptococci 

- Enterococci 

Others_ 


IVDU 

n=*39 

24 

7 

1 

6 

0 

0 

8 


°/c 


0 

61.5 
17.9 


Non IVDU 

n=6 __ 

I 

4 


% 

16.6 

66.66 


Tricuspid valve only 
Mitral valve only 
Mitral and tricuspid valves 
Aortic and tricuspid valves 
No vegetations detected 


IVDU 

n=34 

26 

1 

1 

l 

5 


0 

20 .51 

% 

76.5 

2.94 

2.94 

2.94 
14.7 


2 

0 

1 

16.6 

~ 16 6 
Non-IVDU 
n =6 % 

0 0 

4 66.6 

0 0 

0 0 

2 33.3 


Complications 
Multiple lungabscesses 
Bronchopneumonia 
Congestive cardiac failure 
Rena! Failure 
Septic shock 


IVDU (n=39) 
No 
8 
4 
1 
I 
1 


TABLE 4 
Complications of 45 cases studied 


<%) 

20.5 

10.25 
2.56 
2.56 
2 56 


Non-IVDU (n=6) 
No (%) 

0 0 

0 0 

0 0 

0 0 

A 


n 


TABLE 5 

Comparison between HIV-positive and HIV negative IVDU eases with IE 


Microbiology 
Staph Aureus 
Streptococcus 
Vegetation Site 
Tricuspid Valve 
Multiple Valves 
Hepatitis Serology 
Hepatitis B 
Hepatitis C 

statistically .significant difference in bacteriological and 
echocardiographic findings among HIV-positive and 
HIV-negative patients. 

All patients received antibiotics for 4-8 weeks 
(mean 36 days) depending on complications with a 
success rate of 91%. Three IVDU patients took their own 
discharge and 1 patient died due to septic shock. 

DISCUSSION: 

IE continues to be a serious medical problem 
despite advances in diagnostic techniques and highly 
effective antibiotics. The estimated incidence of IE in our 
study was 10 cases per 100,000 per year. The high 
incidence may be related to I VDU as 86.7% of our 
patients were IVDUs. The incidence of IE among IVDU 
is believed to be 100 to 1000 times higher than in the 
general population. 1 " Pathogens usually come from the 
skin and local infections at injection sites, contaminated 



HIV negative 


Pvalue 


(n=24) 





(%) 


53,3 

16 

66.6 

NS 

13.3 

5 

20,8 

NS 

86,6 

13 

54,1 

NS 

0 

I 

4.16 

NS 

40 

1 • 

4.16 

p<0.05 

53.3 

5 

20.8 

P<0.05 


needles, syringes, the drug itself, saliva or contaminated 
water used as a vehicle for drug administration. To the 
best of our knowledge, there is no previous study of IE in 
IVDUs among the local population. Limitations of the 
present study were that the data were collected from a 
state hospital and numbers were not large enough to 
allow definitive conclusions. 

Infective endocarditis in IVDUs follows an 
acute course of 1-2 weeks among our patients. The 
outstanding feature was right-sided native valve 
endocarditis with involvement of the tricuspid valve 
alone in 76.5% of cases. This is in accordance with 
earlier studies." 12 Among IVDUs Staphylococcus aureus 
was the commonest organism (61.5%) followed by 
streptococci (17.9 %). Group G streptococci accounted 
for less than 1% of the total cases of IE in previous 
studies. In our study, they were isolated in 6 IVDU 


HIV positive 
(n=I5) 


8 

2 

13 

0 


(%) 


6 

8 
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patients (15.4%). Group G streptococci are part of the 
norma! flora of skin, nasopharynx and gastrointestinal 
tract and have been reported among alcoholics and 
1 VDUs. The portal of entry is the skin and the clinical 
presentation is often acute. 13 Right-sided native valve 
endocarditis in IVDUs is usually due to 
Staphylococcus aureus and is managed with 4 weeks of 
cloxacillin, although shorter 2-week courses of 
cloxacillin and gentamicin in combination may also 

suffice. 14 .Our findings suggest that penicillin should 

be considered for IVDU patients with IE who do not 
respond to cloxacillin. 

In many parts of the world IVDU is the major 
mode of HIV transmission due to the sharing of 
contaminated injecting equipment. According to a 
report by the Center for Harm Reduction in Australia’s 
Burnet Institute drug use had become one of the major 
causes of the HIV epidemic in the Asia, based on an 
illicit drug and injection safety study of 20 Asian 
countries. All 15 of our HIV-positive patients, were 
IVDU. All responded to medical treatment and did not 
show any statistically significant difference in 
microbiology, echocardiography and outcome from 
HIV-negative cases. Our results are in agreement with 
earlier studies. 1 Ten of our patients had a previous 
history of IE out of which 7 had relapse, probably due 


to continuing intravenous illicit drug use. Faith and 
religious beliefs are among the most influential factors 
affecting human behavior. A recent review "concluded 
that there is strong evidence that religious or spiritual 
involvement is associated with decreased risk of 
substance abuse, and addicts are more likely to report a 
lack ofreligious affiliation. 

Conclusion 

Intravenous drug use has been the commonest 
predisposing factor for infective endocarditis among 
our patients. Intervention programmes for IVDUs have 
not been successful and a large number of patients 
continue to use narcotics. These programmes should be 
strengthened and better targeted to inculcate in the 
minds of vulnerable young people the dangers of 
narcotic drugs, and sharing injecting equipment. 
Morality and ethics has to be brought back into the 
picture and we probably have to change hearts through 
spiritual motivation. Further large-scale prospective 
studies are necessary to evaluate the efficacy of current 
short-course regimens for IE among IVDU. 
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Ih ^^ 0 7s^T« Thyroid diseases in the 

Medinah region of Saudi Arabia 

YousefALBougMD: foizMagboolforillM S; HossamAGotfarMBBS 

AbStra T C h‘e aim is ,o study ft. 

treatment results of surgically Seated no y |( treated patients with thyroid disease at King Fahad 

other series Retrospective review o f I 8 9 surg c V “ of Saudi Arabia was undertaken. Analysis Of 
hospital and Ohud Hospital Medinah Munawarah. £ n 9°° T ? sk factors lnC idence of malignancy and 
climcopathologic characteristics, age correlat ° (he other reported studies from other regions 

"me of surgery was done and (160 female and 29 males) 

inside and outside the Kingdom 10 'Saudi A ratna. To alo^ y a|s by , he same surgica | team. The peak 

were performed between April 2000 and y Fpmale oreoonderance was seen in this study 

frequency of goiter was in third and fourth decade of ■ P cases Papillary carcinoma was the 

Be to male ratio of 5.5 I.Malignancy was foundin 19 :5 Ac^£® p ^g noma (2 7%). male: 

most common malignancy (91 8%, ^ ^TcoS^on rate was 4 2%. the 

female ratio for patients with ^'^emoTmvroid diseases in Medinah Munawarah is generally 

laryngeal nerve injury was low (15 A^The pa t y |ona| variatlons . Fjne needle aspiration and/or 

similar to other regions of Saudi Arabia, . * h . jtarv no dules and goiter The surgery for 

ultrasonography are ,mp °T r o!TcancerTs^ the important endocrine cancers among females, 

toxic goiter is declining. Thyroid cancer is stm ° thyroid diseases is a common procedure with 

specialized centers. High incidence of malignancy in this region needs preventive efforts and further 
probe. 
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INTRODUCTION. 

Goiter occurs world wide and is the commonest cause of thyroid 
enlargement occurring in 3-5% of the population. 1 ' The large majority of 
them 70-90% are benign. 1 Patients with thyroid nodules are at a risk ot 
1.5% to 38.1% of cancer. 1 But overall incidence of thyroid malignancy is 
low. It accounts for 0.5 and 1.0 % of all cancers, and between 3.3% and 
17% of all thyroid diseases/ In the Kingdom ot Saudi Arabia collectively 
it accounts for 5.4% of the all newly diagnosed cancer cases. 1 hyroid 
cancer is reported to be the second common cancer among Saudi women. 
The best chance for cure is by total or near total thyroidectomy as an initial 
treatment in malignant cases/ The true pattern of thyroid swelling is still 
not known as only few controlled studies have been reported. '* Present 
study was undertaken to evaluate the pattern ot thyroid diseases treated 
surgically in Medina region of Kingdom Of Saudi Arabia. 

PATIENTS AND METHODS: 

During the period from April 2000-July 2003, 189 
thyroidectomies were performed by the same surgical team at two main 
hospitals of Medinah Munavvarh, King Fahad Hospital and Ohud hospital 
of the city of Medina. Patients were identified from the histopathological 
reports of all resected thyroid specimens. Resected specimens were 
reported by the histopathologist specially trained for thyroid disorders. 
The medical notes were reviewed for age, sex, nationality family history 
of thyroid disease, clinical presentation, physical examination of neck 
included goiter and cervical lymph nodes. The data included all 


Key words; ThyroickGoiter; Thyroidectomy:Medina: Saudi.\rabta. 

Abbreviations;FXAC- Fine needle aspiration cytology KS. I-Kingdom <>! Saudi 
Arabia: ('T~( 'omputenzed axial tomography. MR! ~Magnetic resonance imaging 
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preoperative investigations, thyroid function test, thyroid 93 patients (49.2%) had simple goiter. Non- toxic 

ultrasonography scan which was done routinely in most of adenomas were 51 and out of w hich the majority, were 

the patients to confirm the solitary nature of nodule ~ — 

or not. All these patients had fine needle aspiration lablell: Distribution of the types of goiter; Ntimbcr=I89 


or not. All these patients had fine needle aspiration Tab 
cytology done at histopathology department of Cha 
King Fahad hospital Medina. The decision to Sim 
operate was made on clinical and laboratory Mai 
findings. The indications for surgery in these Ade 
patients followed accepted practice i.e, suspicion j Toxi 
of malignancy in rapid enlargement of a goiter, the Thy 
presentation of solitary nodule, the presence of ! *Otl 
compression effects or the cosmetic reasons. In the **T1 
toxic group surgeiy was the preferred treatment j Tota 

after failed medical treatment or non compliance _ 

with the antithyroid therapy. Patients were 
prepared for thyroid surgery and general anesthesia .All 
routine and special blood tests like thyroid antibodies, 
thyroid function tests were done from the outpatient 
clinic. Patients with clinically palpable solitary nodules 
were subjected to ultrasonography to exclude 
multinodularity. Computerized tomography scan was 
done in some cases of papillary 

carcinoma to detect non-palpable i - 

lymph node metastases or invasion Tab] 

of thyroid gland into surrounding Histopathologica! 

structures. Patients having p P< n 

associated medical problems like FomculL 

asthma, diabetes and hypertension 1 Medullary 

would be adm itted two days before ! Anaplastic 

to make them fit for surgery and Total 

eeneral anesthesia. Frozen section 

° ^ [ __ _ _ _ 

would be done in patients 

suspicious of metastases in cervical lymph nodes after 
making prior arrangement with histopathologica] 
department. 

Tablet 

Age and sex of patients 


Characteristics 
Simple goiter 
Malignant Goiter 
Adenoma 
Toxic 

Thyroiditis 

*Others 

**Thyroglossalcyst( 2 ), 

Total 


Number of patients 
93 
37 
51 
2 
3 
3 

189 


Percentage (%) 
49.2 
19.5 
37.0 
l.t 
1.6 
1.6 


follicular, two patients had Hurthle cell tumors and cystic 
goiter was found in 15 patients. Of the 3 patient with 

thyroiditis, two patients had autoimmunefHashimoto’s 
disease) and one was granulomatous thyroiditis.Thyroid 
malignancy was found in 37 cases( 19.5%).Our 
histological typing of cancer as shown in table III is as per 
the classification proposed by the WHO in Geneva in 


Table III: Histopathologica! types of cancer thyroid 


Male 

Number(%) 

10(29.5) 

0 ( 0 ) 

0 ( 0 ) 

0 ( 0 ) 

10(27) 


Female 
Number (%) 
24(70.5) 
2 ( 100 . 0 ) 
1 ( 100 . 0 ) 

0 ( 0 ) 

27(73) 


Total 

Number (%) 

34(91.8%) 

2(5.5%) 

1(2.7%) 

0 ( 0 ) 

37(100) 


Age group 

Male 

Female 

Total 


Number 

Number 

patients 

<20 years 

3 

23 

26 

21 -30 

8 

55 

63 

31-40 

6 

44 

50 

41-50 

3 

25 

28 

51-60 

5 

9 

14 

>61 

4 

4 

8 

Total 

29 

160 

1891 

(%) 

(15.35) 

(84.05) 

(100) 


1974. 

Papillary carcinoma was the most common 
((91.8%) malignancy of thyroid followed by follicular 

- (5.4%) and Medullary carcinoma (2.7%), with 

papillary to follicular carcinoma ratio of 17:1. 
The male to female ratio for patients w'ith 
Total thyroid malignancy in this series is almost 1:2 
2 $ Ien $ as is shown in table IV.No malignant goiters 
63 were found in patients younger than 12 years. 

50 

28 The post operative complications we 

14 encountered in present series is shown in 

* . tableV 


RESULTS: 

The peak frequency of goiter was in third and 
fourth decades .The youngest patient in our series was 1 2 
years male with nodular goiter. The age ranged from 12 
-90years. Females constituted 85% of this series, and the 
female to male ratio w-as 5.5:1. Women accounted for 83 
cases (89.2%) of the simple goiter and 43 cases (84.3%) of 
adenomas, which were mostly follicular except in one of 
Hurthle cell typc.The relative incidence of thyroid 
pathology is shown in tab lei I. 


DISCUSSION: 

Until the late 1800s, surgical treatment of thyroid 
disorders was reserved tor patients with impending death 
from suffocation because of the fear of surgical 
complications, such as hemorrhage and infection. Today 
thyroidectomy is a routine procedure because of the 
introduction of safe anesthesia, antisepsis, fine surgical 
instruments and development of new techniques, offering 
the chance of cure to many patients.' w . Overall death from 
thyroid surgery is rare, and the incidence of complications 
like recurrent laryngeal nerve injury, neck hematoma. 
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thyroid storm and hypoaparadiyroid^sm is lo\v. p outstandir 

advances in the management ol thyroid diseases 

TablelV: Age and Sex distribution of all carcinoma of thyroid 

Total Pa<ICn,S Male F c,nal£ 

Age (years) number. number number.^- 


Male 

number 


< 20 years 

21-30 

31-40 

41-50 

51-60 

>61 

Total (percentage) 


8 

10 

6 

3 

5 

37(100) 


10(27%) 


surgical treatment however, remains a controversy 
amongst various thyroid surgeons. A major reason is 
differences in experience and attitudes towards surgical 

TableV: Co mplications of T hyroidectomies; 8/18 9 
Complications Number. Percentage 

Hemorrhage 1 

Huskiness(temporary) 2 l.Uo o 

Hypocalcaemia 

Temporary. 3 1.5% 

Wound infection i 

Hypertrophied scar 1 0.52% 

Total. 8 


resection ol benign and malignant thyioid lesions and the 
possibility of complications."'" The first true extirpation 
of the thyroid was performed in the year 330 by Albucasis 
.an Arab court physician living in Baghdad. 1 ' In 1868 
]William Warren Green of Portland performed the 
successful thyroidectomy .* 11 Theodor Kocher became the 
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trt .. in Mnhel maze in Medicine lor his 

outstandfng contribuiioiis to the undcrs.anding of thyroid 

outstanding and perfecting the technique o 

thyroidectomy 1 ’ by then the overaH 
if thyroid mortality had decreased from 50.0 /. to 

; 4 5%.*’’ since Kocher’s time there have 
Female been considerable advances in the 

number.^ _understanding of thyroid disorders and 

in the effective management of patients 
3 with thyroid nodules. Numerous 

7 controversies, however, regarding the 

9 preoperative evaluation and extent ol 

5 thyroidectomy in the management of 

1 differentiated carcinoma still remains . 

2 This may partly be due to lack of 

27(73%) uniformly accepted management 

protocol between different surgeons 
and hospitals . 21 The true pattern ol 
goiters in Saudi Arabia is not yet clear due to widely 
environmental and geographical conditions with 
different social habits’ 1 '' Present study with above 
background was attempted to represent a general 
overview of surgically treated thyroid diseases in the 
Medina city and then comparing the pattern of observed 
benign and malignant diseases with other parts of 

Kingdom. 

Simple goiter is the commonest pathology 
found in the thyroid gland in endemic area and accounts 
for more than 70% of thyroid swellings. In the present 
series simple goiter was commonest and accounted for 
93 cases ( 9 . 2 %).The frequency of multinodular goiter in 
our study is one of the highest as compared to other 
studies from Saudi Arabia and other parts of world except 
the one reported from Jeddah by Nasret al Autoimmune 
thyroiditis (Hashiinoto’s disease) has variable 
geographic distribution and is said to be rare amongst 
Africans . 24 but it is a common cause of difluse thyroid 


Table VliComparison of Thyroid diseases with other reported studies from Saudi Arabia and 

neighboring countries. 


Country/Region 

Author 

Number MN% 

Adenoma 

Toxic 

Auto 

Malig 

KSA/Medina 

Bouq(current) 

189 

49.2% 

27% 

1 . 1 % 

! . 6 % 

! 9.5% 

KS A/Riyadh 

Konaet a!" 

172 

38.4% 

12 . 2 % 

9.9% 

9.3% 

25.4% 

KSA/Riyadh 

Mofti etal 

158 

31 % 

30% 

5% 

3% 

29% 

KS A/Riyadh 

Tammenr 

380 

28.1% 

27.3% 

14.7% 

6 . 6 % 

21.3% 

KS A/Jeddah 

Nasr 


60% 

8.7% 

10 . 2 % 

- 

14.5% 

KSA/Asir 

Abu-e shy “ 

361 

43.7% 

24.6% 

7.7% 

6.4% 

13% 

KSA/Bisha 

Ghamadv 

100 

31 % 

29% 

7% 

11 % 

14% 

Yemen 

Hureibi' 

282 

33.7% 

49% 

10.5% 

- 

3.9° o 

Ethopia 

Menigstu* 

373 

22.3% 

23.6% 

43.7% 

1 . 2 % 

0.3% 

Libya 

* 

El ham el 

618 

44.5% 

32.5% 

9.5% 

3.7% 

9.7% 

*KSA=Kingdom 

of Saudi Arabia; 

MN= 

Multinodular goiter Toxic= 

Toxic 

goiter Auto=AuU 

thyroiditis 

- 
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enlargement in parts of United states of America 1 ' 2< The 


incidence of toxic goiter( 1.1 %) was fairly low as 
compared to other studies of Saudi Arabia. The possible 
reason that surgery for toxic goiters are decreasing these 
days is because of growing public awareness, and better 
primary health care facilities in Saudi Arabia. The 
opening of specialized endocrinology clinics throughout 
the Kingdom has also contributed in better management 
of thyroid diseases. Thus surgery is restricted to patients 
who are referred to surgery by endocrinologist either 
because of non compliance or those who do not respond 
to conservative treatment. This observation may reflect a 
healthy trend in this Arab society regarding patient 
compliance due to health education of general population 
b\ media and improvement in primary health care. The 
reported incidence of malignancy in surgically treated 
goiters varies widely from 2.3 to 27% from one 
geographical area to another. 2 '’ In our series, the 
proportion of patients with cancer is high 19.5% as is 
shown in table II and VI .But this high incidence is not 
statistically significant when compared to different 
regions of Saudi Arabia whereas it is highly significant as 
compared to some studies done in many other 
geographical areas outside Saudi Arabia as shown in 
table II and VI.The implication of this study ,which 
suggests that one in five patients with thyroid swelling 
has a malignant goiter, needs verification by further 
studies, preferably in a large population of patients to 
minimize bias. The primary factor behind this apparently 
high incidence of thyroid cancer in this area is not known. 
Several etiological factors including accidental 
irradiation of head and neck during ch ildhood and young 
adulthood have been postulated predisposing to the 
development of differentiated thyroid carcinomas, and 
most of these are of papillary type. 2 " In the health 
conscious world of present times, diagnostic radiation 
exposure in childhood is so common as majority of the 
patients involved in present study had an exposure to 
radiation .No known etiological factors(radiation 
exposure, endemic goiter, cancer thyroid among family) 
could be confirmed in any of these patients in this study. 
Ultrasound is more sensitive than either palpation or 
thyroid radionuclide scanning in detecting structural 
abnormalities in irradiated individuals. Both lobes of the 
gland and adjacent neck structures are examined, and 
normal features and any abnormalities are characterized 
with respect to size, shape, echogenicity, echostructure 
and other sonographic features. Ultrasonography of the 
neck region is also a valuable tool for measuring the 
progress of therapy, detecting non palpable or 
questionably palpable thyroid nodules and 
differentiating solid from cystic nodules. 11 This non 
invasive tool was very helpful in examining our female 
patients with socio religious restrictions to expose fully 
the region of neck. Ultrasonography, however, has no role 
as a screening test for evaluating patients with thyroid 
nodules for malignancy. If fine needle aspiration 
cytology is used in conjunction with ultrasonography, it 


is helpful for documenting adjacent lymhadenopathy 
besides the nature, size and number of thyroid nodules. 
Ultrasonography was used as an additional tool in present 
study to document thyroid nodule size in three 
dimensions for patients being followed nonoperatively 
and for evaluation of the presence or changes in cervical 
lymphadenopathy and also post operatively f 0r 
recurrence of disease. 

With some exceptions Computed tomography 
(CT) or Magnetic resonance imaging(MRI) is usually 
unnecessary forevaluation of thyroid lesions,’ 2 However 
in present scries CT scan was used for the patients as is 
recommended with large invasive or substernal lesions in 
which the limits of the tumors were difficult to determine. 
Magnetic resonance imaging has been reported to be 
more valuable than CT scan for differentiating between 
recurrent or persistent tumor and post operative fibrosis,” 
in the present series MRI was not used for any patient as 
its need was not felt. During the past decade.FNAC has 
become a widely accepted diagnostic test for the initial 
preoperative assessment of patients and has clearly 
decreased the number of unnecessary thyroid 
operations.’' The reported accuracy of FNAC ranges 
from 70% to 97%: ? The false positive rates of FNAC 
generally range from 0.3 to 9% whereas the false 
negative rates ranges from 0% to 4%/ s AM our patients 
had FNAC before surgery. The accuracy of FNAC, false 
positive was 0.5%, false negative rate was 2.1 % which is 
comparable to any international standards. Even though 
FNAC is considered the diagnostic test of choice for most 
patients with thyroid nodules, it also has some limitations 
".sometimes leading to reoperative neck exploration and 
completion thyroidectomy in patients with a missed 
diagnosis of malignancy and thus supports the limited 
usefulness of frozen section examination in selected 
patients to confirm the diagnosis of malignancy. Frozen 
section does have a role if diagnosis by FNAC is 
controversial or inconclusive. It is also useful for the 
investigation of enlarged or suspicious cervical lymph 
nodes and other suspected nodules found during 
surgery'.* We performed frozen section studies only in 
tew doubtful cases of papillary carcinoma with suspected 
spread to adjacent cervical lymph nodes. In the present 
study papillary carcinoma was the commonest 
malignancy observed (91.8%) and it was higher as 
compared to the other studies from Kingdom as is shown 
intable VII. 

The incidence of papillary carcinoma seen in our 
cases is almost the same as seen in some studies done in 
Europe 41 , whereas it was low (50-89%) in another study 
from Europe 42 as compared to the present study. The 
malignant thyroid diseases as seen in table III and Vil 
were of only three type's i.e. papillary carcinoma 
(91.8%), follicular carcinoma (5.4%) and medullary 
carcinoma (2.7%).The incidence of medullary carcinoma 
is less than 1% in most of the studies mentioned above. No 
anaplastic, lymphoma or Hurthle cell carcinoma was 
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. Thnc results are different from the 

; st,,r^,«==S 

arfeffir 

srs™, »r --»-«»>*r«£ 

study as compared to reports fi o i . Mi . 

- qo/ Fihonia 3% USA 5.8% and South Atnca 3.4 /•. 

While comparing ditTercnt studies from the Kingdom 
a variable incidence regarding moliW- 
Observed- Jeddali(Nasr)14.5%. Riyadh (Al-Tammun 
,21. 3 %,Riyadh(Mofti e. al JOT.OH and A^ A bn-esh>-* 

13 0% Bisha (Ghamady)l 4 /o This . 

although statistically not significant with these number 
of patients .it needs further evaluation whether local 
environmental factors or social habits are playing an> 

But a recent studv done by Abdulmughni 4 ' J from 
Yemen has quoted almost similar figures to our study 
Patients with thyroid carcinoma in his study comprised 
17.7% of goiter patients. Females constituted 89.7 /o and 
miles 103%. Multinodular swelling was the most 
common clinical finding (43.3%), papillary carcinoma 
accounted for 93.8% of the cases. The 
papillary/follicular carcinoma ratio was 22:1. According 
to the author salt iodizaiion program might have an eltect 
on the incidence of thyroid malignancy, and on the 

papillarv/follicular carcinoma ratio/' 

'As shown in table VII the ratio of papillary to 
follicular in the earlier published studies like those of 
Elhamef, Tammem ", Mofti 11 and Hurebi *’ is very low. 
Similarly the incidence of papillary carcinoma is low and 
that of follicular is high as compared to the studies like 
that of Abu-eshy 11 done later. In our study and that done 
by Abdulmughni the percentage of papillary and the ratio 
between the papillary and follicular is high It looks that 
during the era of uniodized salt the number of cases with 
papillary variety were low and they were well 
compensated by follicular \aiiet\ which has been 
reversed with the use of iodized salt. The shift of 
pathology varieties have been toward papillary. The 
number of follicular cancer has been much reduced in 
these areas and places where this salt is the main or the 


only salt in the dice Many ^illary as 

postulated lor the increased n sca with 

compared to other vanenes life cb-nesv to ^ 

volcanic activi. possibility of this to 

f ,imUUi ?!uch r Sleve due « factors that the 
shitl fn malignant varietics will be clcar.y seen is difllcul. 

lOUndCr M a ost ,n of l tlie aS siuclies have no. mentioned the 
complications they faced our complication rate was low 

and comparable to the other studies as the majorttj, ol the 
operations were done by a single experienced surgeon. 

Conclusion.^ js a vas , col , n iry occupying most 

of the Arabian Peninsula wi.h widely environmental and 
geographical conditions .Marked variations in the 
felabve frequency of diseases in different regions are 
Jecognized There is a lot of controversy regarding 
thyroid investigations and management of llnroid 
disorders especially with the extent ot resection in 
differentiated carcinomas. An cxpcriuuct . 
surgeon can treat patients with thyroid diseases with 
minimal complications. More extensive initial surgery 
such as total or near total thyroidectomy seems to 
decrease tumor recurrence and prolong life. We believe 
total or near total thyroidectomy is the treatment ot 
choice even for benign thyroid diseases because even 
low-risk patients have a 4% or 5% risk of cveniuallv 
dying of thyroid cancer .If the risk of death from th\ ioid 
cancer can be decreased to 1% or 2% and the rate ot 
serious complications to 1% or 2%. the authors believe 
total thyroidectomy is indicated. Most ot these patient's 
can be discharged within 1 day of total 
thyroidectomy.Use V FNAC for the preoperative 
assessment of patients with thyroid nodules has resulted 
in increase in the yield of thyroid carcinoma at 
operation, and FNAC has become the single most 
important initial diagnostic test. FNAC however 
continues to have some limitations w hen used vis the ^ole 
preoperative diagnostic test and should never ovcuule 
izood clinical judgment. There is need to have moie 
detailed controlled studies regarding the pattern ol 
diseases admitted and surgically treated at tertiatv 
healthcare facilities in Saudi Arabia, so that appiopriate 
uniform intervention policy could be planned. 
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drug monitoring-pattern at a tertiary care 

hospital in India 

Medhi B, Sukhijo M, Sumedh G. Vinu M Jose. C hakraborty S. PandhiP-— 

Abs,raCt ,-mM! a comparatively new investigational procedure in Clinical 

Therapeutic drug monitoring (TDM),• sufferinqfrom mood disorders though it increases 

Pharmacology, is considered use u ln P nattern of TDM of Lithium in a tertiary 

the health care cost. The aim of this study was ‘o evatua e the pattern of TD |evel of 

care center and compare this with other centers.From the arch,ved^data { ^ 20Q3) Total 

lithium were noted down. tabulated J^^^aiues were found normal in8,451 (83.32%), low 

^3=ST22S S3 ^-djthat is dissimilar 

to the observations in other centers. TDM assisted management of psychiatric patients is use 

early detection of ADR and to prevent lack of therapeutic response. 

JK-Pracfitioner 2006; T 3(F): 15-17 ______ 

Introduction . , 

Despite the availability of numerous drugs, lithium remains the 

drug of choice for bipolar disorder. Due to iis narrow therapeutic index, 
the margin between toxic, therapeutic and sub-therapeutic serum levels 
are liable to be crossed. Individual variation, poor compliance, renal 
disease, seasonal variation etc are some reasons which make plasma 
lithium level estimation important.” The aim of the current study was to 
evaluate the pattern of therapeutic drug monitoring (TDM) ot lithium and 
tocompare this with other centers. 

Methods 

This study was conducted in the Departments ot Pharmacology 
Authors’affiliations: an( j Psychiatry, PGIMER, Chandigarh. Records were obtained of blood 

6. Medhi, M. Sukhija, G. Sumedh, samples received and analyzed from 1997 to 2003 from archived 

V.M. Jose. Prof P Pandhl databank. Plasma levels of lithium <0.35. 0.35-1 and >1 meq/L were 

Department of Pharmacology considered sub-therapeutic (low), therapeutic (normal) and toxic (high) 

Department of Psychiatry respectively. The trend of plasma lithium levels was calculated as 

Postgraduate insitute of Medical percentage of patients in each of the three categones over the si\ >ear 

Education & Research. Chandigarh period. 

TDM of Lithium was done using 654 Na/k/l i ion Selective 
Accepted for Publication: Electrode Analyzer (1SE). The blood sample was centrifuged at 3000 rpm 

September, 2005 for 15 min for plasma separation and placed in the analyzer. Detection was 

based on the change in electrical potential relative to standard lithium 
electrodes placed within the analyzer. These values have shown to 
Correspondence: correlate with flame photometry levels. 

Dr.Bikash Medhi Results 

Assistant Professor. Among the 10,143 samples analyzed over the six years values 

Postgraduate lnsfflu7eo°f Medical were normal in 8.451 (83.32%), low in 804 (7.92%) and toxic in 888 

Education & Research, (8.75%) (Table. 1). There was increasing trend tor ow va uus an 

Chandigarh - 160012. INDIA. decreasing trend for normal values observed over the 6 years (Figure. 1). 

Phone: 9815409652/ 0172- There was no difference observed when analysis was done with respect to 
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sex. 


Discussion 

Analysis showed 83.32% of samples in normal range and 
16.67% in the abnormal range. Patients with abnormal values had low 
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Table I. Number of lithium estimations showing values in normal, low and high ranges 

Year of data collection Low Normal High 

,997 114 1482 106 

1998 68 863 57 

107 1988 238 

2001 142 2251 410 


2003 

Total number of estimations in each group 


Low 

Normal 

High 

Total 

114 

1482 

106 

1702 

68 

863 

57 

988 

107 

1988 

238 

2333 

142 

2251 

410 

2803 

252 

1336 

49 

1637 

121 

531 

28 

680 

804 

8451 

888 

10143 



levels (7.92%) and higher levels (8.7-5%) over the period 
of six years. Increased awareness of the clinicians 
regarding toxicity and lack of therapeutic response 
seems to be the reason for this change. Other studies have 
shown 6.8% of patients in the toxic range' and 50% 
having low levels of plasma lithium" However, only 
27.8% of patients with excessive levels had signs and 
symptoms of toxicity and women were significantly 
more likely to have higher plasma levels. 1 Contrary to 
these findings, our study did not show any difference in 
plasma lithium levels when compared for gender i.e. 
there was no predisposition to lithium toxicity for either 
males or females. 

The international standard for normal 
therapeutic range of lithium is 0.6 — 1.2 meq/L. In our 
study different values for subtherapeutic, therapeutic and 
toxic range are used based on earlier studies showing 
clinical correlation of such a categorization in our 
institute. Coefficient of variation of our Na/K/Li 
analyzer was I -2% which is in the acceptable range: 

At the therapeutically effective limits, lithium 
increases urine output and decreases creatinine clearance 
in men with decrease in renal concentrating ability and 
can alter calcium homeostasis. Non-compliance with 
lithium therapy can lead to relapse of the patient. It shows 
genetic variability in pharmacokinetics, drug-drug 
interactions, and high levels can lead to adverse effects 
like long term neurotoxicity following poisoning.' 
Patients with nephrogenic diabetes insipidus, older age, 

16 


abnormal thyroid function and impaired renal function 
are susceptible to toxicity. This drug has its hazards in 
pregnancy leading to increased rates of cardiovascular 
malformations and perinatal death: This stresses the 
need of therapeutic drug monitoring of lithium. 
Unfortunately, use of TDM often follows an “all or none** 
pattern by clinicians, i.e. there may be repeated 
monitoring when not required or lack of TDM in other 
situations." 

Therapeutic drug monitoring using salivary 
lithium as an index to plasma levels has been tried but is 
not accepted as a valid tool due to wide individual 
variations following precipitation by ionic content of 
saliva, adrenocortical and psychosomatic, influences, 
and effect of psychotropic drugs on saliva production, 

, ii 

etc. 

Evidence from this study indicates a pattern of 
increasing awareness and caution when using a drug of 
narrow therapeutic range like lithium. TDM for lithium 
definitely places an additional economic burden on the 
patient as well as health care providers. TDM-assisted 
psychiatric treatment is potentially useful and cost- 
effective in decreasing the ADR and preventing lack of 

response. ,J 
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Guidelines for Removal of Foreign Bodies In Pediatric Airway 


Satish Mehta, Nandita Mehta, MuktaSuri, Romesh Khajuria 
Abstract 

A retrospective study of 74 cases of tracheobronchial foreign bodies was analyzed. Clinical, 
radiological features, types & location of foreign bodies were studied. Of the 74 children who 
underwent rigid bronchoscopy, 70 had tracheobronchial foreign bodies. History of choking was 
elicited in 90% of cases, 77% of children were below the age of 3 years. Twenty patients (31.1%) 
reported within 24 hrs of the event. There was a delay of more than 2 weeks in 11 (15%) cases. 
Vegetative foreign body, mainly peanuts were commonly present. In many cases referral was 
delayed as the diagnosis was missed initially. Stress is laid on proper instrumentation, through 
training and teamwork to achieve goal of zero mortality and no major complication. 
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INTRODUCTION 

Foreign body aspiration is a common problem in children, and the 
most common cause of accidental death, at home in children under six 
years of age'*. It is estimated that almost 600 children under 15 years of 
age die per year in U.S. A. following aspiration of foreign bodies’. 

Paediatric bronchoscopy for the removal of foreign bodies is the 
most challenging task both for the E.N.T. specialist and the 
anaesthesiologist. Many years ago, in the absence of sensitive monitors, 
good anaesthesia machines and lack of ventilating bronchoscopes, 
bronchoscopy was often an unpleasant experience for the endoscopist, 
anaesthesiologist and the patient, fraught with very high morality and 
morbidity. Over the years, with better availability of good equipment, the 
scenario has changed. Avoidance of hazards demands the optimum in 
skills, communication and teamwork of the E.N.T. specialist and 
anaesthesiologist. Most reports from both large and small series of 
foreign body removal from peadiatric airway include at least one death, 
while aspiration pneumonitis, consolidation and laryngeal oedema do 
occur in small percentage of cases 4 ' 1 The challenge today is to avoid 
mortality at any cost and ways to overcome this are outlined in this original 
article. 

MATERIAL & METHODS 

This is a retrospective study of foreign body inhalation in children 
at Satish Mehta Clinic And Research Centre Pvt. Ltd., Jammu. We 
reviewed the records of 74 pediatric patients admitted between April 1999 
to March 2005 with the diagnosis of foreign body Inhalation. The 
following data was collected: sex, age, residence, duration of illness, 
availability of definite history, need for tracheostomy, bronchoscopy 
findings, duration of hospital stay after its removal and complications. All 
patients suspected of foreign body aspiration were subjected to rigid 
bronchoscopy under general anaesthesia with controlled ventilation, 
using karlstorz pediatric ventilating bronchoscope. 

RESULTS 

Seventy four children were admitted with suspected foreign body 
aspiration during this period. No foreign body was found in 4 subjects and 
they were excluded from the analysts. Of 70 subjects with foreign body 
aspiration, 48 (68.5%) were boys and 22 (31.5%) were girls. Most patients 
(77%) were below 3 years of age, the median age of was 2.5 years (range 2 
to 9 years). An equal number of children came from urban and rural 
comnuin [ties..Twenty, pat[ent_s_(3, L j4 %). C£J2Q LlPil i v Jj bioibP„24 h.qurs gfjhe 

Kt YUORDS : Foreign body. Rigid bronchoscopy, tracheobronchial aspiration 


JK- Practitioner Vol. 1 3. No. 1, January * March 2006 





Original Article 


, The med ian duration of symptoms prior to 
admission was 72 hours. There was a delay of more than 
i weeks in II (15%). A definitive history' of choking 
Motng foreign body aspiration was present ,n 63 

( 90 %) cases. . . . , 

/'ki^frlinicat features included: 

History of choking (90%). History of 

nrovvsmal cough (81.1%). History of fast breathing 
fsi 1%) History of stridor (71%), decreased air entry 
(67%). wheezing (50%), fever (29%), cyanotic episodes 

(11 ° 0> The number of patients were more every year in 
the month of January due to Lohri festival when peanuts 
are consumed in plenty in every house in Northern India. 

Peanut was the commonest foreign body seen in 
>0 rases (71%), While other foreign bodies were 
almonds, cashew nuts, chunks of melon, carrot and 

^ Chest radiographs were helpful in providing 

evidence of possible foreign body aspiration in 49 
mtients (70%). Radiological features of air trapping 
were seen in 44 (62.8%)cases, while collapse/ atelectasis 
w as seen in 35 (50%) cases. Mediastinal shift was seen in 
10 % cases while a radio-opaque foreign body was 
evident in 3 cases (4.2%). Normal radiograph or one 
show inn non specific findings was present in 30%. 
Details of treatment received prior to referral were 
available in 50 cases. The treatment received included 
antibiotics, intravenous fluids, oxygen supplementation 
and bronchodilators. Flexible bronchoscopy had been 
performed and .presence of a foreign body confirmed in 6 
cases from chest diseases hospital. One patient presented 
\\Hh mediastinal emphysema and surgical emphysema 
over neck and chest. After I week of conservative/ 
supportive medical treatment, once the emphysema 
completely disappeared, the child was taken up for rigid 
bronchoscopy. 

Bronchoscopy showed tracheo-bronchial 
oedema or granulation tissue (50%), inflammation 
(40%) and purulent secretions in 15% cases. A single 
foreign body was present in 70% cases while multiple 
(two) in 20%, three in 10% and five in one case. In 70% 
of cases foreign body was lodged in right main bronchus, 
20% in left main bronchus, 5% in sub glottis. 

The foreign body was vegetative in most (61 
cases) and inorganic in 9 cases. A check bronchoscopy 
was performed in all the cases in the same sitting to look 
for multiple or remnant foreign bodies. In 3 cases there 
was fragmentation of foreign body during removal and 
all fragments were removed in the same sitting. Majority 
of patients 90% w ere discharged the same day, while 7 
patients (10%) stayed in the hospital for more than 2 days 
because of complication like fever, bronchospasm, poor 
nutrition and toxicity. Not a single mortality occurred 
due to team w ork of all the members which included one 
E.N.T. surgeon, two anesthetists, one pediatrician, one 
cardiothoracic surgeon on call and four paramedical staff 
members. The monitoring included E.C.G., heart rate. 


SpO.and end tidal CO,. 

D,SCUS *°" aspiration of foreign bodies into the 

tracheobronchial tree occurs in all age na tomic 
and small children suffer most commonly. The anatom.c 

relation of larynx, shouting, crying and play g 1 
eating and lack of parental supervision contributes ^ 
hazard. Most patients in this study were be ow y 
age, which is similar to that reported inoti enseries 

The natural urge to explore the objects. oy 

mouth, lack of molar teeth <° , crUSh . "I'Tnn of forei-n 
supervision by parents may result in inhalation - = 

bodies in this age group. ] , % ^ arr ived a, 

the hospital more than 2 weeks alter •nhalation is of 
concern, bearing in mind that a positive histo y 
aspiration was obtained in 90% patients. Some of the 
patients were treated before referral, with an . ,lbl ° , ' c . S a " 
bronchodilators, before suspecting a foreign body In 
patients who had been referred more than 7days after 
onset of symptoms, medical staff had often ignored die 
event of choking when the init ial assessment w as made. 
Factors, which may delay the diagnosis, include.- 

a) * Parental negligence and wrong 

diagnosis by the doctor. * 

b) Lack of symptoms, particularly 

after acute initial phase of dyspnoea. 

c) Diverse clinical features due to 

inhalationofforeign body. 

Common clinical features included choking. 
(90%) paroxysmal cough and fast breathing followed by 
stridor and decreased air entry. The classical triad ot 
wheezing, paroxysmal cough and decreased air entry, 
considered highly suggestive of foreign bodies was seen 
in 35% of our cases as compared to 39% in other study . 

Chest radiography is an important investigation 
for diagnosis, though fluoroscopy being a dynamic 
modality can be useful when chest skiagram in 
inspiratory' phase is inconclusive. Since most foreign 
bodies are vegetative and thus radiolucent, their presence 
is usually established by the indirect signs of atelectasis 
or air trapping due to partial obstruction. In infants and 
very small children who may not be able to co-operate, 
assisted expiratory technique using pressure over the 
patient’s epigastrium, applied during maximal 
exhalation, will result in a radiograph that is sensitive 
indicator of air trapping. 

Vegetative foreign bodies are more dangerous 
as they' swell up with bronchial secretions causing 
increased obstruction. They can also cause allergic and 
chemical bronchitis (vegetative bronchitis). This 
chemical bronchitis is more pronounced in peanuts due 
to release of its oil. 

Multiple foreign bodies were seen in a high 
percentage of patients in the present study (28.1) as 
compared to 9-11 % in previous studies". 

Considering that most common culprit u ; as the 
innocuous peanut, we feel a large number ot these cases 
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could have been avoided it'the parents, family and the 
health care providers were sensitized to the hazards of 
exposing small children below 3 years of age to nuts and 
certain small parts in the toys. 

It is worth mentioning that most of series 
however large or small, included at least 1 or 2 deaths in 
attempts to remove tracheobronchial foreign body. In the 
present stud) \ve took all precautions and extra care so as 
to avoid this unpleasant experience. Following are the 
most crucial points in order to safe guard patients from 
mortality event. 

SPECIAL CONSIDERATION IN 
BRONCHOSCOPY 

A) Difficulty may be encountered in introducing 
bronchoscope especially lor beginners. It is 
better to use laryngoscope in left hand to lift 
tongue so as to have a complete view of 
laryngeal inlet and then introduce bronchoscope 
with the right hand. 

Beginners may find even this technique 
difficult. For them it is better if anaesthetist is 
asked to put endotracheal tube and then 
endoscopist follows the endotracheal tube till 
he/she reaches glottis when endotracheal tube is 
withdrawn and bronchoscope advanced after 
complete withdrawal of endotracheal tube. 
Pediatric larynx is very small, soft and mobile, 
taking help of anaesthetist should not be a matter 
of ego for endoscopist. At times one can ask the 
anaesthetist to put bronchoscope til! trachea 
and then hand it over to you, as anaesthetist’s job 
is to do intubation of airway daily hence their 
familiarity of airway is much more. 

B) Another difficult situation in bronchoscopy of 
very small child (age 9 months to 18 months) is 
that the diameter of bronchus is small. Once you 
put suction tip or foreign body forceps vision is 
not possible. Two important steps worth 
mentioning here are:- 

(j) Keep foreign body exactly in the centre of 

bronchoscopic view. 

(ii) Open foreign body forceps just proximal to 

foreign body and your lingers shall be so trained, so as to 
act as eyes, that is tactile sensation should guide you 
whetheryou are holding foreign body or not. 

C) Loose foreign body in trachea is difficult and 
dangerous, as with each air current from the bag, 
it can move up and down. For such a foreign 
bodv avoid neuromuscular blockade and 
maintain spontaneous ventilation. If not feasible 
better push the foreign body down to one 
bronchus where it gets lodged and then it 
becomes easy to grip the foreign body. 

D) Another difficult situation is impacted 
vegetative foreign body with exuberant 
granulation around the foreign body, in such a 
situation one must use adrenaline soaked 
pledgets to decongest the area and then try to 




delineate the foreign body. i 

Next step is to dis-impact the foreign body so that a little 
space is created for the forceps to catch hold of 
foreign body. If it bleeds too much better not t 0 
fiddle and leave the foreign body as such. Give a 
course of broad spectrum antibiotics and 
steroids for 3 days to reduce active infection and 
oedema and try again. If difficulty is still i 
encountered again better option is to accept \ 
defeat and let it be removed as a planned \ 
thoracotomy, rather than you causing I 
bronchial/lung parenchymal injury and I 
jeopardizing the child's life and health. I 

E) Another difficult situation is exceeding the limit I 

for bronchoscopy and child is desaturating!I 
again and again. In such a situation it is better to I 
withdraw bronchoscope and abandon the I 
procedure. Patient should be given broad I 
spectrum antibiotics and steroids to improve I 
general condition ofthe child and then repeat the I 
procedure after making proper assessment of I 
general condition. A bed in pediatric ICU must I 
be kept vacant for such cases. I 

F) An old long standing vegetative foreign body I 

can become macerated and in this one has to I 
clear the bronchus by repeated bronchoscopies I 
(may be 4-5 times) and at times irrigation with I 
saline and repeated suction may be essential to I 
clear the muck and debris of foreign body. I 

G) After removal of foreign body from bronchus I 
one must do 2 nd look bronchoscopy so as to look 
for 2 nd or multiple foreign bodies. Even at times 
part of foreign body may be left, which will be 
diagnosed and caught in 2 nd look bronchoscopy. 
Another important points is that always consult 
the anaesthetist and the pediatrician, who have 
seen patient preoperatively, to let you know 
about the improvement in air entry on the 
involved side after removal of foreign body. If 
anaesthetist or pediatrician says improvement is 
nil do check bronchoscopy and look for 2* 
foreign body. 

The judgment on airway improvement by 
another independent clinician leaves no chance 
of subjective error by the surgeon. 

H) Sometimes you can get a patient with foreign 
body in the form of a cap of a pen with rounded 
surface facing the endoscopist. It is a difficult 
situation, as such you try to grip foreign body it 
slips and gets deeply impacted. The best thing in 
such a case is to use laser (yag), Radio frequency 
laser, or diathermy to make a hole/pit in the 
centre then grip it with forceps for removal. 
Same thing can be done for plastic gun pellet, by 
making two small pits as making hole in a solid 
body will take a longtime. 

Other solution for such foreign bodies is to get 
two skin hooks welded end on, after removing 
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the h00 k of proximal skin book. The hook oi 2 
ki hoo k can be easily negotiated beyond the 
foreign body and then rotate it by 90 to engage 
around foreign body or cap of pen and try to 

imnact and move it towards trachea. 

The author has faced all these situations and thus 
devised simple cos, effective methods which 
can be made available at every centre. The 
author has rich experience ot removal of foretg 
bodies in more than 200 cases over a period of 
,5 years, though in this study 70 cases with 

complete data are presented. 

C0MrL, ^hhii\y any chance of complications if 
surgeon is meticulous, competent and equipment is of 
hich aualitv with all emergency dings available. It has 
been my practice to always call two competent 
anaesthetists, one takes care of 1/V line and drugs while 
" takes care of airway/ventilation. So the surgeon is 
completely focused on to endoscopic job. Always listen 
m anaesthetist's request of withdrawing bronchoscope or 
abandoning the procedure in case of desaturation or 
cardiac arrhythmias. Stablize the patient and repeat 
bronchoscopy after 48-72 hrs or refer for thoracotomy. 
The pediatrician is around for pre and postoperatue 

treatment. ^ ^ an assistan , to handover 

instrument and anaesthetist should have an assistant to 
load drugs. One more assistant is there in operation 

theatre as an extra help. 

This makes a complete team and I don t think 
after these pie-requisities are met there is chance of any 

Tntraoperative complications with 
remedies 

Injury to lips* epiglottis* vocal coids* trachea* 
carina and bronchial walls from inexperienced 
hands is a possibility. Proper training is the only 

remedy. 

Hypoxia and cardiac arrest were complications 
of the past when ventilating bronchoscopes 
were not used for rigid endoscopy. 

Inability to ventilate child due to anaesthetic 
circuit problem. Always do dummy practice 
before taking the patient in. 

Laryngeal or subglottic oedema due to oversize 
bronchoscope or excessive manipulation can 
occur if the surgeon is a beginner. 

Subglottic impaction of foreign body can occur. 
The remedy is always remove foreign body 
from posterior part of glottis, as it is wide. 
Sometimes foreign body may get lost after you 
have negotiated it through glottis. Always 
remember to search nasopharynx in such 


D 


\) 


:) 


2 ) 


MVTOPERATIVE PROBLEMS 
PUSluranst secretions 

I arvmiosnasm: This is due to me ^ 

L ' ar J ,1 » 1 . ... _ c ~ ..pcuit voca cords get 

“srsrrr-r. ,™.<» 

»»«■»— ” 

winters than summers. Rmh suppy « 
supraglottis with nerve plexuses ot superior 
tarytigeal nerve is main factor responsible for 

afferent arch of laryngospasm. nf 

Hence 4% or 10% xylocaine spray oi 

supraglottis can prevent laryngeal spasm. 

P Extubation of bronchoscope when 
child is very deep and then keeping child in icac 
down and lateral position, so that secretions do 
not enter larynx, will certainly prevt 

laryn8 T S |aryngospasm does occur don', 
panic, give oxygen under pressure with face 
mask and press mastoid tip. it does open up. If 
not. give suxamethonium 0.5 mg/kg and 
intubate with appropriate sized endotrachea 

tube. 

L, ar yngeal Oedema‘.This is a complication due 
to poor surgical technique in the form of rough 
handling and overall manipulation of 
bronchoscope at glottic level. 1/V Steroids do 
help but in some cases one has to resort to 
tracheostomy to save the child. Ideally, proper 
instrumentation and thorough training is 
required to prevent this complication. 

Aspiration of Secretion or Vomitus: I his can 
be easily prevented by proper positioning at end 
of extubation. Proper suctioning of secretions 
from throat at time of extubation is ver\ 
important. 

Last word on bronchoscopy is, never gel 
disheartened it you don t find foreign body in 
bronchus because it may be a case of laiyngo 
tracheal bronchitis, pneumonia or some other 
congenital anomaly etc. I n order to confirm \ our 
findings, you get bronchoscopy done from more 
experienced surgeon. 

Since foreign body aspiration is a dramatic 
event with potentially lethal sequelae. 
Education is the best preventive measure for 
decreasing the incidence ot this problem. 
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Introduction: 


ction: • is t u e )T , 0 st common symptom. Apical 

Progressive pioptosis is t . bat | forwards (axial 

SSL" 

oftheTa^ral'In neurofibromatosis suggests a 
defect in the sphenoid bone. mrticnlarlv valuable in 

Carcltiawg/i^^p/^h'e/ps in evaluation of CCF and orbital AV 
fistula. 


Biopsy 


Duplex ultrasound is useful to assess the haemodynamic flow in 
the ophthalmic and retinal arteries. 

It is done when mass is palpable or can be approached safely. It is 
better to do UsgVCTguided FN AC. Vascular lesions should not be 
biopsied, angiography is preferable. 

If FNA is inconclusive, it is preferable to do open biopsy before 
radical surgery. It can be done through one of the orbitotomy 

approaches. 


Present Series: 

TotalNo.ofcascs:23 

Histological diagnosis 

Para-orbital lesions 

3 patients Sq. Cell Caot Nose 

2 patients and PNS 


Primary Orbital Lesions 

Traumatic haematoma 
NHL 

Squamous Cell 
Carcinoma 
Menigngioma 
Malignant Melanoma 
Pleomorphic adenoma 
Orbital osteoma 
Lipoma 


2 patients 
2patients 
1 patient 
1 patient 
1 patient 
1 patient 


2 patients 
4 patients 


Frontoethmoidal Mucocele 
Rhabdomyosarcoma Nose 1 patient 
01 factory Neuroblastoma 


Inverted Papilloma 


2 patients 
1 patient 
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C'nsc reports: 

I .A 45 year old female presented with proptosis 
.f P Scan showed left side extraconal mass occupying 
supcriolatcral quadrant of orbit. the tumor was excised 
through lid crease incision laterally. IIPE revealed 
pleomorphic adenoma. 

2. A 14 year old hoy presented with extreme 
degree proptosis . eye coming out. about 2 cms. out of 
globe with complete loss of vision.CT revealed huge 
bony tumor invoving the whole orbit with intracranial 
extension.The tumor was removed ihroimh anterior 
craniofacial approach using hicoronal incision .anterior 
craniectomy and exenteration of the orbit was done. 

3. A 55 seat old male presented with proptosis 
and loss of vision ol light esc with black 
pigmentation.I NAl rescaled malignant melanoma . 
complete exenteration id the orbit was done. 

4. Endoscopic decompression was done in a 
patient of orbital hematoma and also one benign tumor of 
the medial orbit was removed endoscopically, 

5. A 25 year female presented with proptosis, 
pushing the eye-ball downwards and laterally.^T scan 
revealed calcified lesion of orbit extending to anterioi 
cranial base.Craniofacial resection was done. 


Surgical Approaches used : 

I .Lateral orbitotomy 

2. Weber Ferg us ion Incision 
with lateral rhinotoiny 

3. Medial orbitotomy w ith lateral 

Rhinotoiny 

4. Endoscopic Decompression 
of orbital heamatoma 

5. Endo>eopicsurgerx for 

|- rontoclhimnd mucocele 

6 . Lid-crease incision 

7. Bicoronal incision with 
craniofacial sure. 

Radiol herapv 


Di scussion : 

I he orbit has bony walls common with all four 
paranasal sinuses: 1 t the orbital floor is part of the 
maxillary Sinus roof :. 2 ) the medial wall is bordered 
largely by the lamina papyracea ot the ethmoid: * 3 ) the 
root of the orbit is com-prised partly of the floor of the 
frontal sinus and the floor of the anterior cranial fossa: 
and (4) the medial orbital apex is bordered .by the lateral 
wall of the sphenoid sinus. Posierolaterally the greater 
wing of the sphenoid bone contributes to the bony orbit, 
such that it is adjacent to the anterior aspect of the middle 
cranial fossa. I lie optic nerve is dehiscent in the lateral 
sphenoid sinus wall in about 4o% of patients. These 
common bony walls are traversed by several named and 
unnamed foramina and Assures through which the nerves 
and v essels pass to and from the orbit. 

• I he management of orbital tumors greatly 
depends on such factors as tumor type, tumor 


location, patient age, and vision. However, the 
following generalizations can be made. Orbital 
inflammatory syndrome (orbital pseudotumor) 
may be amenable to steroid treatment. If the 
orbital lesion is discrete, then surgical excision 
may- be curative. Examples of discrete lesions 
include cavernous hemangioma, unruptured 
dermoid cysts, neurofibromas and 
schwannomas. 

• If the orbital lesion infiltrates the tissues 
complete excision may not be possible without 
harming the eye. Examples of infiltrative 
lesions include lymphoma, lymphangiomas 

and orbital inetastases. 

• Depending on the type of tumor, further surgery, 
radiation, chemotherapy ora combination of the 
aforementioned treatments may be requited. 

• Vascular orbital tumors composed of large 
blood vessels are difficult to address surgically 
because of their tendency to bleed. Some 
vascular lesions of the orbit are amenable to 
embolization with the aid of an interventional 
radiologis 

W 

• Restoration of the proptosed eyeball to its 

normal position with preservation 
of vision and ocular motor function 

3 patients and cosmesis ate the main goals of 

orbital surgery. Surgical spaces in 
3 patients tbc orbit are used to define the 

location of the lesion. 

5 patients *The three surgical spaces are the 

subpersiosteal, peripheral surgical 

3 patients and central surgical spaces. 

•(a) subperiosteal space:The 

4 patients potentially exists between the 

1 patient , orbital wall and the periorbita. 

Frontal and ethmoidal sinus 

2 patients mueocoeles, epithelial minors 

2 patients of NHL arising from sinuses, orbital 

abscesses, dermoid cysts and 
inetastases begin in the subperiosteal 
space before encroaching onto the deep orbital 
structures. 

• b) The peripheral surgical space : exists 
between the periorbita and the extraocular 
muscles. Lesions involving the peripheral 
surgical space are lymphangioma, 
hemangioma, dermoid cyst, lacrimal gland 
tumors, metastatic lesions or orbital varices, 
c) The central surgical space is seen posterior 

to the eye-ball, within the muscle cone. In the central 
surgical spaife cavernous hemangioma, hemangio¬ 
pericytoma. neurofibroma and pseudotumor are the 
lesions commonly seen. 

Lateral orbitotomy: In 1889, Kronlein first 
described the lateral orbitotomy approach, it provides 
the best access to reach the posterior lesions both w ithin 
and outside the muscle cone. Ideallv, the lesions lateral to 
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• ... .„, f i 1 1,, 1 iinex lire dealt will* by 

tlK- oplic ntivt ‘ |mwin| 0 ,' b 0n y excision can be 

approach. ‘ 0 f the superolateral orbital 

C - USt0 'nnd even the zyuomatic arch when necessary, 
'teoendin" on the size and location of various tesim* 
fA . retrobulbar and parabulbar lesions can he handlu 
ri; limerior or lateral orbitotomy alone or m 

combination,,^ orbi(a| tcmp(>ra , (Pll „ 0 ramic) 

approach !,^ i)Mmvs for an on bloc excision of 

.be roof and lateral wall of the orbit and a w ide view ol 
ho,I, the orbit and adjacent intracranial structure. This 
approach consists of a coronal incision and icmoval of 
;,le frontal flap in the usual manner followed by 

dissection of the temporalis fossa and elevation 
periorbita from the adjacent bone. An incision ts then 
made alonu the sttperomedial wall ol the orbit altei 
dislract.tvj.~the frontal lobe from above. The bony 
incision is extended along the root ol the orbit to the 
lateral margin near the apex, whence the lateral w all and 
frontozvgomatic process are incised. W Hit removal of the 
bone a wide view of the roof and lateral orbital structures 
js obtained. This approach is particularly useful for 
excision of tumors at the apex of the orbit or for 
combined intracranial orbital lesions such as tumor of the 
opt ic nerve or sphenoid wing. 

Exraperiosteal approach: 

The anterior extraperiosteal approach is 

most useful for lesions occurring in the peripheral 
surgical space adjacent to periosteum or arising from and 
involving bone. In particular, lesions such as dermoid 
evsts are readily accessible by this approach. The skin 
incision is usually made just at the orbital rim and carried 
down to the periosteum, which can then be incised and 
elevated. The extraperiosteal space can then be safety 

and extensively explored. 

Inferior Approach: An alternative route of 

access inferiorly can be by means of subsciliary incision 

through skin and orbicularis muscle with dissection 


O riginal Article 

°' b " Can s b uperior e ai 0 ro a d ch: The superior approttch is 

necessarily Hie domain of neurosurgeon. Dandy in I z 

"aid the foundation for Neurosurgeon's rote 

tumors with transcranial approach. The superic 

approach indicated in compound traumai of I he orband 

• nnial cavity, decompression of the optic canal, or 

for'removal of apical or combined apical 

lesions. I here are three types of procedures used ' 

approach: Panoramic orbitotomy 

temporal approach). Frontal approach. Supiaorbital 

a P P ' a:1Cl Combined approach: All of the approaches 
defined above can be used in combinations nr with 
variations to obtain access to any of the surgical spaces 
the orbit. Widening bony incisions and even removing 
part or all the sinus structures to expand the surgica 

space may rarely be necessary. 

Endoscopic Appraoch: Endoscopic approach 

is the new approach used by the ENT surgeons who are 

well versed with the endoscopic sinus surgery. I he 

lesions like orbital haematoma . fronto-cthmoid 

mucoceles and benign orbital lesions particularly of 

medial orbit can easily be removed endoscopically.ln 

this series we have drained 3 post traumatic orbital 

haematomas endoscopic ally but the vision could not be 

restored as patients were referred late to us, tor saving 

vision the haematoma should be drained within 12 

hours.We also drained four Ironto-ethmoid mucoceles 

presenting with proptosis and removed one benign 

orbital tumor through endoscopic approach. 

We have used craniofacial approach in two 
cases using bicoronal incision . It is an excellent 
approach and cosmetically much better than weber- 
furguson and lateral rhinotomv approaches , the scat is 
invisible as it remains hidden in the hair line. The lid 
crease approach for lateral orbital benign 
least scar. 
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Fff^ctOfTrabeculectomy On Corneal Astigmatism 


.AnhetaAhmed,Mohd.Ahsan. All Imtloz 


AbStra R C :cen,,y surgery for glaucoma is being IsSJSS 

sti „ fa riy good . Many patients reportrehabiiitation and exerts a 
induced astigmatism is becoming an important issu rnn Hucted on 100 patients . 86 males and 14 

negative effect on the final visual °utcorne The s|udy ^ astlgmat ic changes were found following 
females whose age ranged from 35- 75 years - > wc lyp , ru | e ■ astigmatism , while 13 

trabeculectomy. 87 % of patients showed vertical sfeepeni ga d ( induced astigmatism was 

% showed vertical flattening and The as^matism lasted till the end o the 

*• p«**« ° n ,he visual pro9nos,s of th 

glaucoma patient must therefore be carefully evaluated. 

*” _iti* . „ A 
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INTR Trabeculotomy is a filtering procedure which lovvers ' ,h * 
intraocular pressure by creating a new channel for aqueous outfl 

between the anterior chamber and sub-tenon space. 

Corneal astigmatism following cataract extraction is now well 
recognized. There is an increase in the vertical cornea! radius o 
curvature. In contrast in trabeculectomy there occurs a reduction in the 
-orneal radius in the vertical meridian . The reason ot this difference mas 
be the result of partial thickness scleral flap created during trabeculectomy 
. The surgically produced gap is overlaid by a scleral flap , which spreads 
support from the sutures inserted into it over the whole of the wound gape. 
the more posterior placement of the incision may also explain the 
difference in behaviour in comparison with cataract extraction . 

MATERIALAND METHODS 

The study was conducted in the Department ol Ophthalmology , 
Government Medical College „ Srinagar . One hundred patients who 
reported to the Ophthalmology out patient department with the diagnosis 
of primary open angle glaucoma uncontrolled with maximal medical 
therapy and needing filtration surgery were included in this study . The 
exclusion criteria included previous intraocular surgery . significant 
corneal opacification , patients needing combined surgery , congenital / 
oniif* ohiirnma and natients havinii best corrected visual acuitv le; 


i 


than 6/60. . 

Trabeculectomy was performed under local anaesthesia . The 

visual acuity, subjective refraction and manual keratometry readings were 
recorded pre-operatively and post-operati vely at two weeks, one and three 
months. The Bausch and Lomb Keratometer was used . 

All post operative keratometry readings were compared vwih the 
pre-operative values by the paired t-test. Results were given as mean (SD). 
^OBSERVATIONS AND RESULTS 


The distribution of age and sex of the patients is given in tables I 
and 2 respectively, 

Table 1: Age distribution of patients_ 


A 41 LTIV 

Cases 1 

a* uijii 

Range 

Mean ± S.I) 

Age in years 

^ :— - 1 - 

35-75 

* A s r- 

58.47 ± 7.40 


In our study age in years ranged from 35-75 yrs. 


KEY ii ORDS : Trabeculectomy, Surgically induced astigmatism, f ertical steepening. 
I ertical flattening. 
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The mean a no was 58,47 ± 7.40 yrs. 

Table 2: Sev distribution of cases. 


Cases 

Number 

Percentage 

Male 

86 

86.00 

1 enuile 

14 

14.00 


In our study 86 % of patients were males and 14% w'ere 
females. 


Table 3: Vertical Keratometry changes in vertical steepening group |Group I| 

Stage 

Mean ± S.D 

t-Value p- 7 -Value 


{Diopters] 


Pre-operative 

43.89 ± 1.49 


Post-operative 2 w eek 

S 45.14 ± 1.50 

62.17 .000 

i month 

44.84 ± 1.49 

43.38 .000 

3 month 

44.56 ± 1.49 

35.04 .000 * 

Two types of 

astigmatic changes 

were found showed a decrease i 


follow ing trabeculectomy. <87 out of 100 patients showed 
vertical steepening and ‘with the rule' astigmatism 
(Group I >. while 13 out of 100 patients showed vertical 
flattening and ‘against the rule* astigmatism (Group II). 

Table 4: Horizontal keratometry changes in vertical steepening group, 
(Group f [. 

Stage 

Pre-operative 
Post-operative 2 weeks 
I month 
3 month 


Mean ± S.D 

t - Value 

p — Value 

[Diopters] 



43.82 ± 1.58 



42,89+ !.5S 

51.778 

.000 

43.21 ± 1.59 

31.089 

.000 

43.44 ± 1.57 

22.786 

.000 


Manual keratometry data in the vertical 
steepening group indicated an increase in the vertical 
keratometry values and a decrease in the horizontal 
keratometry values. The decrease in horizontal 
keratometry reading at 2 weeks postoperatively was 
more (t-value 51,778) as compared to the decrease in the 
horizontal keratometry value seen at 3 months 

postoperatively (t-value 22 , 786 ) 
with a p-value of 0 . 000 . 

There is a statistically 
significant difference between 
the pre-operative and post¬ 
operative vertical keratometry 
reading at 2 w eeks (t-value 14}/| 
month (t-value 9.667) and 3 
months (t-value 7.675). with a p- 

valueofO.OOO. 

The vertical flattening group 
showed a decrease in the vertical keratometry readings 
and a statistically significant increase in the horizontal 
keratometry readings. The increase in the horizontal 
keratometry readings was more at 2 weeks 

postoperatively (t-value 38.00) as 
compared to the horizontal 
keratometry reading at I month 
(t-value 25.00) and 3 months (t- 
value 11.08) postoperatively 
with a p-value ofO.OOO. 

The mean vertical steepening 
was 1.1 Dioptre and the mean 
vertical flattening was 0.7 
Dioptre at 3 months. 

Three months post- 


I hero is a statistically 
significant difference ( p-value ot 
U.OOIJ) between the pre-operative 
and the post-operative vertical 
keralometrv reading at 2 weeks, 1 
month and 3 months. The 
difference is more during the 
early postoperative period (t- 
value 62.17) and becomes less bv 


Table 5: Vertical keratometry changes in vertical flattening group {Group U| 


Stage 

Mean ±S.D 

t-Value 

p-Value 


| Diopters] 



Pre-operative 

43.81 ± 1.34 



Post-operative 2 weeks 

43.00 ± 1.43 

14.00 

.000 

1 month 

43.25 ± 1.43 

9.667 

.000 

3 month 

43.46 ± 1.40 

7.675 

.000 


the end of 3 months (t-value 
35.04). 


keratometry changes in vertical steepening 

group (Group I) 
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preop postop2wk 1 month 3monlh 

time 


operatively 63 eyes maintained their pre-operative visual 
activity, 28 eyes lost 1 line, while 9 eyes lost 2 
lines of Snellen’s visual activity, 
j DISCUSSION 

Trabeculectomy affects the corneal curvature. 
In the majority of the patients (87%) the vertical 
corneal radius of curvature was reduced with a 
trend towards ‘with the rule* astigmatism. The 
m . horizontal radius of curvature was increased. 
^_ hk Thus there was steepening in the vertical 
meridian. 

In 13% of patients the vertical radius of 
curvature of cornea was increased and 
horizontal radius of curvature w'as decreased, 
causing ‘against the rule' astigmatism. There 
w as flattening in the vertical meridian. 
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T| veS e changes were market! in the cm I} post 
operative period and decreased by the third post- 
migrative month. 

Hm’kulstone' (1991) found similar changes m 
the vertical corneal radius of curvature lollowmg 

trabeculectomy in 10 patients. 

Rosen Cl al* (1992) found that five of eight eyes 

developed 1.50 to 2.50 diopters of steepening in the 90- 

degrec meridian following trabeculectomy . 1 hts finding 

is in accordance w ith our stud) 

CunlilTe IA et af (1992) discovered that the 

change in vertical corneal curvature after trabeculectomy 

is consistent with the with-the-rule change in corneal 

astigmatism. This supports our finding. 

Claridge et al‘ (1995) suggested that there 
appear to be two broad patterns of topographic variation 
following trabeculectomy, the most common being a 
postoperative steepening of the corneal curvature though 
a smaller number of patients developed a superior 
corneal flattening. 

Liu et al t 1996) found that trabeculectomy may 
cause certain w illwhc-rule corneal astigmatism which in 
most of the cases may decrease as time passes by. 

Pieize et af (1997) concluded that by 12 weeks 
after trabeculectomy, visual acuity returned to 
(inoperative levels in all patients and the corneal 
topographic changes returned to within I diopter of 
preoperative values in 12 of 13 patients. In the study we 
conducted, the visual acuity of majority of patients 
t63%) returned to preoperative levels and the mean 
surgically induced astigmatism was I.1D in the superior 
steepening group and 0.7D in the superior flattening 

group. 

Various explanations have been given regarding 
the effect of trabeculectomy on corneal curvatures. 

In trabeculectomy the surgically produced gap 
is overlaid In a scleral flap. This is capable of spreading 
any support from the sutures inserted into it over the 


whole ofthe wound gape. Mmiin , _ fthe 

In addition the more posterior placement of t 

incision in trabeculectomy may also explain the 

observed behaviour as the size and location .of the 

incision have a profound impact on the postoperative 

visual results 1 . ... . . 

Another explanation is that m trabeculectom), 

when a piece of tissue is removed from under the sc leral 

flap and the flap then sutured hack, the flap approximates 

the corneal edge ofthe trabeculectomy opening to the 

scleral edge and also allows the unsupported corneal 

edge of the opening to sink slightly. Both of these 

mechanisms would have the effect of shortening the 

vertical corneal radius of curvature. A few months 

onwards the tension in the sclera sutures may start to 

weaken and allow the free corneal edge of the 

sclerostomy opening to resume its preoperativc position 

The cause of induced astigmatism may be 

related to the use of cautery during surgery, producing a 

contraction ofthe sclera in the meridian of surgery and 

leading to the ‘with the rule astigmatism 

Hong YJ et al 7 ( 1998) suggested that mitomycin 

-C (MMC) induces less with the rule astigmatism in the 

early postoperative period and continuous against the 

rule shift after three months follow ing a trabeculectomy. 

The inhibition of fibroblast proliferation b\ MMC ma> 

be the cause of less with the rule shi It. 

Vernon' (1999) discovered that small flap 

trabeculectomy produces smaller changes in corneal 

curvature that resolve sooner than previous reports ol 

larger (lap technique. 

Thus, following trabeculectomy , the changes in 
corneal curvature affect the central cornea . but the) are 
not reflected in any marked change in the visual acuit) h\ 
the end ofthe study . Long term studies are required to 
investigate whether these changes continue to evolve . as 
has been shown to occur following cataract extraction. 
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Feasibility of Diagnosis and typing of porphyrias in developing 
countries tike India -its biochemical basis. 


Sabhiya Majid. Qazi Masood Ahmad, Iffat Hassan, Shovna Veshnavi, S.T.Hussain. 


Abstract 

The 'Porphyrin -profile’ based on definitive picture of accumulation and hyperexcretion of 
porphyrins(PPNs) and their precursors is effectively used for diagnosis and typing porphyrias. 
Here spectrophotometric measurement of porphyrin(PPN ) type after extraction and differentiation 
by solvent partition has been effectively used as a substitute to exact isomer identification by HPLC 
which is not usually available in most hospitals of developing countries .Over a period of two years. 
out of 155 suspected patients screened for porphyria . 8 porphyria patients have been 

successfully diagnosed and typed. Three exemplary chosen cases of porphyria so diagnosed have 
been discussed to elucidate the ‘ruling out regime' followed for diagnosis. Our report can serve as a 
prototype for porphyria diagnosis/typing in similar centers of developing countries. 
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Introduction 

Porphyrias form a group of seven different types of rare metabolic 
disorders of heme biosynthesis, inheritable and acquired .They are 
characterized by aberrations in the activities of specific enzymes of heme 
biosynthetic pathway. Basis of porphyria typing is the defective enzyme 
of heme biosynthetic pathway , its site of expression and the resultant 
pattern of production and excretion of PPNs and their precursors. They 
may be classified pathologically as "hepatic” and "erythropoietic*' types, 
depending on the principal site of expression of enzymatic defect 
Clinically the principal symptomatology ranges from cutaneous 
photosensitivity, to photosensitivity with neurovisceral symptomatology 
to purely neurovisceral symptoms only- depending on the type of 
porphyria. Porphyrias with skin manifestations are sometimes called 
"cutaneous porphyrias ” and "acute porphyrias” are those characterized by 
sudden attacks of pain and other neurological manifestations 
Aminolevulinic acid dehydrase (ALAD) porphyria and acute intermittent 
porphyria (AIR) cause predominately neurovisceral symptoms( acute 
abdominal pain,neuropathy, autonomic instability, psychosis, etc. ), 
whereas congenital erythropoietic porphyria (CEP), porphyria cutanea 
tarda (PCT), and erythropoietic protoporphyria (EPP) cause mostly 
cutaneous symptoms. Two porphyrias overlap these categories causing 
both neurovisceral and cutaneous symptoms, namely hereditary 
coproporphy ria (HCP) and variegate porphyria (VP) 

Porphyrias being rare are sometimes missed or misdiagnosed 
because its various signs and symptoms mimic other diseases. Laboratory 
tests termed as * Porphyrin -profile* are effectively used for diagnosis and 
typing of porphyrias .Enzyme assays and mutation screening are mainly 
used for family studies \ Porphyria typing is essential as the protocol for 
management of porphyria patients differs for various types. Early 
diagnosis and information about precipitating factors can diminish 
mortality and prevent subsequent attacks especially among patients with 
acute porphyrias'. 

Patients and Methods: 

Over a period of two years a total of 155 patients presenting with 
symptoms of cutaneous photosensitivity, photosenitivety with 
neurovisceral symptoms and/ or purely neurovisceral symptoms were 
screened for porphyria as the possible cause of symptoms and then positive 
cases were further typed . Clinical examination wk earned out. 

Key Words '.Parpity mis. Porphy rtns. Porphyrin Precursors. Porphyria-Proftle. 
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First-Zinc testin g fnr patients i/j 

Symptoms 

Neuroviscera I 

Skin photosensitivity 


T'thlc 1 

Urinary PBG and delta-A LA (total Urinary 
PPN determination is also recommende ) 

Total Plasma porphyrins 


Case report K: 

A 40 year old male 

presented with cutaneous 
lesions on light exposed 
areas of the dorsa ol hands 
and lace. History revealed 



esicles and bullae, 
healingtook place 
w ith enisling and 
scar f ormat ion. 
since past lour 
vears Cutaneous 

*r 

e \ a in i n a t i o n 


Investigations melutieu iu» 

and biochemical tests and 
based on the pattern of pn 
PPNs and their precursors v 
, v pes of porphyrias . Th 
comprises ol qualitative ar 
ppNs in urine (24h >, stool, pi 
PPN precursors .delta-?.. 

porphobilinogen(PBG)in 

iL'uapvrroles and in tlieii ox 
color and fluorescent, they appe 
I to long-wave i 
isible under 


ive and quantitative analysis of 
lasma and erythrocytes and 
iminolevaleunic acid (ALA)and 
j)in urine. Porphyrins are 
>ii oxidized form are ieddish in 
tar intensely red when 
ultraviolet light ( UV-A ) this 
i Wood's lamp. They can be 
spectrophotometricaIly. Within 
termediales of heme excepting 
educed form thus colorless and 
pN's that leave the cells and 
feces arc mostly oxidized . A'' 
i porphvrin isomer identi treat ion 
most hospitals in developing 
alternatively , PPN type 
speef rophotometrica! In 
i and differentiation bv 
Ruling out regime' was 
i i cognizance of the 


to perpigmcniaiio 
n v\ ith scarring on 
lace and dorsa of 
hands. Above 
m e n t i o n e d 
i n v e s t i g a t i o n s 
were carried out- 
S i g n i 1 i c a n t 
revelations were 
raised S. Iron 
levels <187 ug/dl I. 
r a i s ed scru in 

t ra n sa m i nases 
A ST( 89U/L ). 
ALT(84 IJ/L ) and 
I'. Bilirubin (1.6 
mg/dl). As per 
porphvria profile 
PB(i and AI A 
I e v els w e r e 
n o r in a I. PPN 
lev els nn ere raised 
stool and 


expose*, 
makes them v 
measured accur 
cells all porphy 
nrotoporphv i in < 

nonfluorescent 

appear in Mood 
HPLC needed Id 
is unavailah 
countries in our 
and not the is 
measured atte 
solvent partition A 

followed wherein by takin 
porphvr in-prof tie and clinical picture exact potphyiia 
ivping was possible. As is exemplified by following 
chosen cases of porphyria diagnosed. 

Results and case reports: 

Case Report A: 

A 30 year old female having three offspring 
was being managed for uncontrolled hypertension 
.While managing her for the same.clinieal examination 
revealed certain striking features of cutaneous- 
phot o s e n s i t i v i t y, h y p e r p i g m e n t a t i o n , 


a m 

^ ij plasma but 

erythrocytes. 

f I k j Jfim O nant iv 

--— that urinary PPNs 

were greatly elevated uroporphyrin levels being more 
than coproporphyrins (ratio >5:1).Fecal PPN levels too 
were greatly elevated, here coproporphyrin levels were 
more than uroporphyrins (ratio 8 : 1 ).(Figure2) 

Case Report C; 

A 15 year old bov born of consanguineous 


increased urine , stool, erythrocyte and plasma PPNs . 
Normal ALA and PBG levels . Quantitative studies 
revealed urinary PPN ieves (>50 times above normal) 
with uroporphyrin levels more than coproporphyrins 
(ratio >5:1) and elevated fecal PPN levels with 
coproporphyrin levels more than uroporphyrins(ratio 
>7:1). Erythrocytes showed greatly increased 
coproporphyrin levels with small amounts of 
uroporphyrins ( ratio >9:1), protoporphyrins levels 


marriage with normal siblings having history of 
cutaneous photosensitivity since age of four vears 
presented with pruritic .bullous lesions on face, ears and 
hands . On cutaneous examination hyper and hypo 
pigmented lesions with scarring and milia formation 
w ere observed on face, ears and hands. Healing was w ith 
scars and milia formation. Short stature and pinched 
nose was observed. Abdominal examination revealed 
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splenomegaly. 
A II a b o v e 
s p e c i lied 
r e I e v a n t 
in vcstigations 
were carried 
out. Routine 
invcstigat io ns 
s i g n i f a n 11 v 
r e v e a I e d 
li e m o I y t i c 
anemia with 
negative 
Coomb's test. 
As per 
p o r p h y r i a 
profile, ALA 
and PRO levels 
were normal. 
PPN levels were 
Figure 2 raised in stool 

and erythrocytes only. Qiiantitalixe studies revealed 
greatly elevated local PPN levels, here coproporphyrin 
levels were more than uroporphyrins, with significant 
amounts of protoporphyrins as well. Erythrocytes 
show ed greatly increased lev els of protoporphyrins (> 80 
%),w hich uere free as show n by ethanol extraction . 
Dicussion: 



In past, it v\as customary to obtain many or alt 
available tests when porphyria was suspected and then 
compare any abnormal results with tables showing 
patterns of abnormalities to be expected in the seven 
types of porphyrias . Latest , less costly approach is to 
relv on a few well chosen "first line"/ screening tests that 
are both sensitive and specific thus avoiding 
misdiagnosis,!! these are normal, the possibility of 
porpliv ria as a cause of sx mptoms is effectively ruled out. 
If positive, further testing by "second-line tests" are 
needed for porphyria typing. No single test is effective 
for screening ofal I porpliv i ias. How ever, one of two tests 
can be relied upon in almost all situations, depending on 
the symptoms as depicted in table I 4 

Thus by a ruling out regime' porphyria can be 
ruled in or out in many patients with nonspecific 
symptoms w itli only one or a few tests. Porphyria is ruled 
out much more commonly than it is ruled in. This regime 
was followed and by taking cognizance of laboratory 
results and clinical picture porphyria tv ping was done 
as is exemplified bv follow ing three cases of porphyria. 

Regarding case A. striking features especially 
In pertricliosis, cutaneous photosensitivity, resorption of 
distal phalanges with a history of passing red colored 
urine - pointed towards porphyria . Erythrodontia 
observed was pathognomonic of CEP (Figure I ). A 
picture of increased urine, stool, plasma and erythrocyte 
PPNs on screening w as highly suggestive of CEP' J or a 
variant of PCI. Hepato Erythropoietic Porphyria 
(HEP) A feature ol erythropoietic porphyrias -urinary 


•p 


in 


free PPNs fluorescing intensely under IJV light without 
extraction was observed. 1 '. Increase in plasma PPNs j S j, 
specific marker for cutaneous porphyrias/Normal Al A 
and PIKi levels rule out acute porphyrias .Other types are 
rendered unlikely on basis of this pattern of increase in 
PPN ievels( qualitative studies ) and clinical picture 
Laboratory results revealed hemolytic anemia with 
negative coomb's test and splenomegaly, favoring 
CEP"'"'.Quantitative PPN studies revealed (Jrinurv 
Uroporpy rin levels more than coproporphyi ins .elevated 
fecal PPN levels with coproporphyrin levels more than 
uroporphyrins favoring CEP. Erythrocytes showed 
greatly increased levels of coproporphyrins with small 
amounts of uroporphyrins, protoporphyrins levels were 
near normal again favouring CEP,"" as in U|-f> 
increased erythrocyte Zn- protoporphyrins are an 
important feature." " In CEP the primary abnormality is 
decreased URO cosyntbase activity resulting 
accumulation of type I PPNs'"' 1 

As per case B , increased urine, stool and plasma 
PPNs with normal PBG and ALA point towards a non- 
acute cutaneous type of porphyria as the cause of 
observed cutaneous lesions 1 \ {Figure 2 ) Normal level 
of erythrocyte PPNs rule out erythropoietic porphyria 
Thus by the ruling out regime acute porphyrias and 
erythropoietic porphyrias are ruled out by first line 
/screening tests only. The choice in absence of 
neurovisceral symptoms narrows down to porphyria 
cutanea tarda ' 4 Routine laboratory tests revealed 
raised plasma iron levels a hallmark of PCT.observcd 
raised transaminases too are a feature of PCT 2 \ This is 
established further by quantitative analysis as Urinary 
Uroporphyrin levels more than Coproporphyrin again 
favour PCT over VP or HCP " 

As per case C, the clinical picture of cutaneous 
photosensitivity with hemolytic anemia demanded 
porphy ria screening. Increased stool, and erythrocyte 
PPN levels only with normal levels of ALA and PBG 
point towards non- acute type of porphyria. Quantitative 
studies revealed normal urinary PPN levels with greatly- 
increased levels of erythrocyte protoporphyrins 
alongwith increased fecal coproporphyrin and 




protoporphyrin levels favouring EPP 1411 ", Observed 


normal plasma levels of protoporphyrins can be 
accounted for as they are very light sensitive and get 
destroyed very fast in the plasma before they can be 
assayed The enzymatic defect in EPP being partial 
deficiencv of ferrochelatase activity resulting in 
protoporphyrin accumulation primarily in eryihroid 
cells 1 ' 4 *' 

Conclusion: 

Thus, by using abovementioned techniques and 
following the ‘ruling out regime* porphyrias can be 
possibly diagnosed and typed in most of the hospitals of 
developing countries like India. Thereby improving 
patient care in these centers with nearly existing 
infrastructure and not much further investment. 
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Case Report 


A benign mature cystic sacrococcygeal teratoma in a patient 
aged 3'/2 years 

Masood Iqbal, Akram Hussain, tntikhab Alam, Adit Roshid, M.N . Ahmad 
Abstract 

We describe a case of sacrococcygeal teratoma in 3 V 2 year old female child, who presented as a 
swelling in sacral region since she was 2 months old. She was admitted for evaluation and FNAC of the 
swelling revealed features of teratoma, however needed confirmation on excision. USG and CT scan 
revealed a cystic lesion in front of sacrum pushing the rectum and gut anteriorly and extending below and 
behind the coccyx and sacrum. Excision of the cystic lesion was done and specimen sent for HPE, which 
revealed the features of benign mature cystic teratoma. The patient was followed for one year on OPD 
basis and showed no evidence of recurrence of growth, with full control of bowel and bladder. 
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Introduction: - Sacrococcygeal teratoma accounts for 32% to 
66 % ol non‘gonadal germ cell tumours. It is the most common tumour of 
new born occurring in about I in 35.000 births . 1 

60% of sacrococcygeal tumours are diagnosed at birth and only 
6 % come to clinical attention after the age of two years . 1 

l he incidence of tumour malignancy is related to the age of the 
patient at the time of diagnosis. When the tumour is found before the age of 
I month, the risk of malignancy is only 5%, between I to 12 months of age 
Hie malignancy rate is 60% and in children older than! year of age over 

7s% of geun cells of sacral region are malignant. Malignant tumours are 
more common in boys. : 

Ihcse tumours more commonly present clinically as a large 
midline exophytic mass located posterior to the sacrum. The anus is 
usual ly displaced anteriorly. 

Differential diagnosis includes lipoma, meningocele, dermoid 
cyst, and a host of other tumours or malformations . 1 

Associated congenital anomalies are seen in about 20% of the 
patients, usually of musculoskeletal in origin fallowed by abnormalities of 
kidneys, CNS, heart and alimentary tract. :4 In addition, the Currarino 
triad can be associated. I his syndrome is inherited as autosomal 
dominant manner, consisting of a presacra I tumour, anorectal stenosis and 
sacral bony abnormalities. This underscores the importance of DRH in 
these children. Aside from the obvious tumours other associated signs and 
s\ mptoms are high output heart failure due to vascular shunting through 
the tumour, birth dystocia occasionally seen owing to tumour bulk. 25%of 
sacrococcygeal teratomas are discovered on antenatal sonogram. 

Radiological evaluation includes A-P and lateral radiographs of 
the pelvis and spine. Calcifications are the frequent findings in teratoma. 

I lie sacra! spine may reveal a defect suggesting invasion of the spinal 
canal bv the tumour or that the lesion is not the teratoma but rather some 
anomaly ol spinal cord. USG CT scan, MRI can be useful in determining 
the pelvic abdominal extent of the tumour as well as its anatomic relations 
to the adjacent structures . 1 

A Chevron type incision is made and the tumour is removed with 
the coccyx, care should be taken to avoid injury to the anus & rectum. 
Failure to remove the coccyx results in local recurrence rate of about 37 %'. 

About half of sacrococcygeal teratomas have a significant pelvic 
or abdominal component (AAP classes'll & III) and l5%"ofsuch lesions 
are entirely presaeral w ith no external component (AAPelass IV). : 

Keywords: - Sacrococcygeal Teratoma. Germ celltumour, lienign, hew born 
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On exam mat 
was fair with nothing 
CNS. and per ahduin 
development was a I si 
had a visible 
swelling (Fig 1) I 
in t li e : 

sacrococcygeal i 

region of the size ; 
of a tennis ball 
with normal j 
overlying skin. 
The swelling was s 
globular, soil, | 
smooth, a n d 
slightly movable j 
and cough i 

was i 


sacrococcygeal icimwin 
malignancy within the I 
time ol diagnosis. 

Stage I Comp 

negative margins 

Stage II Micro 

lymph nodes 

Stage IIIGross 


mniours. 
surgerv is 


A 3 '/s year- 
old female child 
belonging to 


inipu 
negative. It was 
non reducible & 
transillumination 
test was negative. 

The per- 


community 
reported in the 
outpatient 
department with 
chief complaints 
of swelling in 
anal region (Fig 
1). The patient 
was admitted for 
evaluation. 

Her parents 
gave history that 
she was a full 
t e r m b a b y 
delivered 
normally at home 
with no history to 


sacrum, posterior area oi -; 

The swelling starts from S2 and has dimensions of about 
6x3x2 cm. FN AC of the swelling reported as smears 
showing features consistent with cystic teratoma. 

I However excision biopsy w a s 
recommended. 

The patient was prepared for elective 
surgerv, and services of paediatric 
sur geon sought for elective procedure. 

UAAPa Cheveron incision was made 
and cvstic lesion in the sacrococcygeal 
area separated from the surrounding 
adhesions. Tip of the coccyx was also 
divided to facilitate the removal of the 
|HB swelling, which was removed enmass. 

;1 Jb ( Fi s 3 > 

Haemostasis was achieved, two 
i§L Redivac drains were kept A wound closed 

■dv--" - J back. Specimen was sent for HIM: to the 

Deptt. of Pathology, GMC Srinagar. 

The postoperative period was 
uneventful and the patient had complete 
control over bowel and bladder function 
and was discharged on the 7 postoperative day. 


suggest any birth complications. 


first noticed the 


grape 

become more prominent "o 

he Us* 

swelling steadily I 

increased in si/e the 

patient grew up. Finally 

the parents thought of dlBHBBwBPjp 

seeking medical adv ice 

when the patient was 2 A 

years old. Fhe doctor w ho 

attended the patient 

advised the parents to take f29DBHHlliP§B|^^^^9i 
the patient to SMHS - - 

hospital for surgical management. Patient was brought to 
this hospital w hen she was 3 X A years old. 
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Figured 

the 1 - 11 * 1 ; report of the specimen revealed 
features ol benign mature cy stic teratoma. 

The patient was followed up for one year on 
OPD basis and showed no evidence of recurrence. The 
patient was healthy and had full control of bowel and 
bladder. 

DISCUSSION: - A benign mature cvstic 
sacrococcygeal teratoma is rarely found after an age of I 
year. The higher frequency of malignancy with age 
parallels with the higher AAP anatomic class seen in 
older children. 

Typically the patient present with severe 
constipation and are initially referred for evaluation of 
I lirschprungs disease. This underscores the importance 
of digital rectal examination in these children to evaluate 
the presacra I region. In some of these children anal 
atresia or stenosis requiring surgical treatment is the 
presenting diagnosis. 

In our case swelling in the sacrococcygeal 
region was the presenting complaint but digital 
examination revealed a bulge in the presacra! region. 
There was no history of constipation, urinary retention. 


decreased appetite and failure to thrive. 

Baseline investigations and specific like AP& 
lateral radiographs of investigations the pelvis and spine, 
USG. CT, or MR! can be useful in determining the pelvic 
and abdominal extent of the tumour as well as its 
anatomic relation to adjacent structures. MR! is 
particularly useful in evaluating infiltration into the 
spinal canal. 

In most cases, surgery is the principal mode of 
treatment for sacrococcy geal teratoma. I n neonates every 
attempt should be made tom remove the completely 
within the first week of life. After removal of the tumour 
the levator anatomy is reconstructed by suturing the 
rectum to prcsacral fascia. 

In older children there is higher incidence of 
malignancy and the survival rate decreases. Only 45 % 0 f 
patients older than 2 years of age at diagnosis survived 
longterm in one series.- 

Finally it is well known that in rare cases, an 
unequivocally benign sacrococcygeal teratoma can recur 
as a malignancy after a successful removal. This occurs 
in about 3 - 10 % of cases and is usually noted 6-33 
months after initial removal.’'* 
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Case Report 


foreign body in the nose 

K Jee * Singh Tnlih Khan M.Loteef. SajadQ«i. ShoqulQomar 


Abstract 




here we present 

cavity neglected for 20 years 
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Case report: . w ith no history ot bleeding 

A 35 years old normotensive lunatic « ■ nrescn(c a with complaints 

diasthesis, fever. Jaundice, from 11 ‘ last 20 years with occasional 
unilateral headache and nasal o s ri . a hoCe complaints patient 

foul smelling discharge and ep.stas.s ro. .heal ^ u> gjye 

used to go to local physicians, qu< * Treatment for migraine, 

antibiotics, nasal drops (deconges an ) > Patient one day 

a,uiallereic treatment providing only temporarily re m. 

landed up in our ENT Department with'Lrds rich, side w ith red 
On A ntcrior ri noscopy there was IJNS t^aj b|o(K , „ clm . 

inllamed area in the post pait pus - could be seen hie mass 

the inferior chonae. On Poster,or lod on left side 

with in llamed mucosa over it an p - ‘ . " nione the lloor in the 

of nasal septum, filling whole ol inferior ^ ^ 

posterior part. Patient wasadmilted all baselure invesugations^sc ^ 

were normal; culture sensitivity ot discharging ssvab . as^dso d . ^ ^ 

showed growth of stap epidermids. stap Arnes, psc shifted 

sensitive to ciprofloxacin, and many other antibio ics. 

m or GA given with ET intubation. Eibro-optic rigid endoscope was 
to OT. GA giver wi presen t in the posterior pan 

introduced in left nasal ca\u\, t . l n ,. s hinii it 

manipulated was hard in consistency, anc ^ tls . L "necrosed in the 
backward into the nasopharynx- interior umniac - tVom the bed 
posterior par, which was also removed there was hemorrhage l.mn the M 

of rhinolith. The area was cleaned by betadine swabs and nasal pack 

was done. Antibiotics was given for 7 days in P os, ^ e ^;^fo lI ^- 
cleaning .he rhinolith unusual type ol vegetative, FB l h dy was tound 
fig. (1) The post operative period w as uneventful and relieved the patient 

of symptoms. 

Dis cussion: . . , o . 

foreign body in nasal cavity is not uncommon especially m peadeatr e d f e 

xroup' 1 " Lunatics max thrust strange substances into their nostnls 

Majority of the foreign bodies tire vegetative in nature a, in our case 

though animate f B, and pebbles are also found. FB can enter into nose 

through anterior nares (common), post nares, penetiating w oune s pa a . 

perforation (Cleft palate), sequestration of bone insitu alter trauma. 

calcification in situ which in our case has been insertion through 

anterior nares. , , 

f oreign body in the nasal cavity usually present with umUiteiul 

nasal obsi ruction and foul sme U -S - l 1 - i - ---- - 

hey wonts: I'emlunnc. foreign boJy. A«i uit airily 

■ 

Abbreviations : 

l iticimi lh»d\ : I B l ialcJ Xllv ‘ l s ^‘P Uini 

Anterior Rhinoscopy AH Rostenor Rhvmosco/n 

/■or. Xose X Throat : H A T Operation Theatre Ol 

General Anaesthesia . G. I EnAotroeheal intuhiuon l. U 

Local Anaesthesia : LA 
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foreign bodies are inert and give cither no symptoms or 
unilateral nasal obstruction if large enough or there 
may be a period of tolerance after introduction which 
may extend from few days to ten or more years 
compared to 20 years in our in our case. But in child 
tolerance is soon established and incident is forgotten 
During this period it may produce one sided excess 
discharge very much aggravated at times when it 
becomes foul smelling and blood stained 1 similar to our 
case. 


On A/R the foreign bodies can be seen or missed 
of surrounding edema or granulation tissue 1 ', similar to 
our case. In our case P/R has shown edema, granulation 
tissue over foreign body filling the posterior part of th c 
inferior meatus along floor, as also mentioned in ( \ 

Foreign bodies can be removed under GA or La 
depending upon size of FB, location of FB. condition of 
patient, duration of FB. 

If foreign body is located posteriorly for lone 
time it can be pushed in to thc pharynx with proper 
precautions not to allow it to fall into esophagus and 

bronchus then removed 1 ’' and same has been done in our 
case. 

Also there have been the unusual cases like one 
mentioned by Guthrie * in which foreign body remain 
asymptomatic for long period 16 years and 17 y ear $ 
respectively, and were discovered incidentally as 
compared to our case in which FB stayed neglected 20 
years. 

A CKNO WL ED GEMEN T: 
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Case Report 


--7 7 7 /kif 2^ ^ rare cause of teenage 

Neurofibromatosis type 2 (NFZ) • 

deafnes Ahmed Ro uf Ahmed. Qazi Sajad. Nassima Chanda 

Manzoor Latoo, Lateef Mohammed, Rafq '_____ 

FarahSameenxSved Besina 


$yed 

Abstract . _ HMfnpss and tinnitus in the teenage It is an 
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schwannoma and meningioma of ventricular horn. 
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Posterior subcapsular 


INTRODUCTION: (central or bilateral t.eurofibrotnatosisl is 

an autosotnaT dominant genetic disease ^ 

bilateral vestibular schwannoma- in second and thud dv • „ , 

been shown to be due to loss of tumor suppressor gene winch I as rccentlv 

been cloned ort chromosome 22q‘ .Fifty percent of the allected individual 
offsprings are likely to inherit this disorder. The national institute ot health has 

led following diagnostic criteria for NF2‘. 

Bilateral vestibular schwannoma or lam il> history ot NT . 

Plus 

1. Unilateral acoustic or 

2. Any two of; meningioma, glioma, neurofibroma. 

¥ 

lenticular opacity. 

Case summary: , ... 

We present al2 year old boy a student ot 8th primary a product ot 

normal full term delivery with six year history of blindness right eye which 

initially began as dimunition of vision, progressed gradually and finally he 

was not able to see with his right eye. Patient also has 2 >ear’s history ot 

tinnitus which was felt as ringing sensation in right ear. prominent dining 

nieht. Patient also gives two and a half months history ot decreased hearing on 

the riuht side. There is no history of vertigo, ear discharge, headache. 

convulsion, fever, vomiting, weakness of any part ot lace, paresthesias. 

numbness. There was no complaint pertaining to any other organ s\stem. 

There was no such history in the family. There were no audio logical 

symptoms in the first degree family members. 

Examination revealed inability ot the patient to hear normal 
conversation. Right side e\ e had opacity in the pupi I {T igui e I). *1 hei c is as one 
cafe-au-lair spot at the angle of'the mandible on right side. 

Ear examination revealed intact t\ mpanic membrane w hich was dull 
lustreless with mynngosclerosis. Lett tympanic membrane was intact with 
normal cone of light. Tuning fork tests showed right sided sensorineural 
deafness. All cranial nerves were normal. There was no other skin lesion. C old 
calorie test did not show any response on the right side . Pure tone audiogram 
showed right sided sensorineural hearing loss. Ophthalmologic examination 
was done which reported as right hypennature cataract w it In \ ision ot 6 18 in 
left eye. no projection of light in the right eye and heterochromia. 

With this clinical picture a tentative impression ofNF2 was made. 
Patient was advised MR1 brain, C P angle and spine. MRI showed an irregular 
hypointense lesion on Tlw images in right CP angle w itli compression ot the 
ipsilatera! cerebellar hemisphere andjnass effect on the 4th ventricle. The 
lesion was hyperintense on the T2w r sequence. Also a small irregular 
hvperintense lesion was seen in the left CP angle with no mass eilect or edema. 
Another well defined lesion was seen in the right frontal horn ot right lateral 
ventricle. The radiological impression w as that of .bilateral CP angle .tumor 

_ _ _ _ _ _ _ _ _ _ _ _ _ — ^to mm to»«tototo to tototo to- to « p*«»w»towtoto* 

Key words: Seurofihronuitosis type 2, Posterior lenticular opacity, ( 'nh'-itu-Ltu fniv 
Deafness, AT 2. 
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with intraventricular lesiontfigure 2&3). Thus patient was 
till ini: the diagnostic criteria of the neurofibromatosis 2 as 
laid In the Nil I 1987 . Patient was operated for the acoustic 
neuroma right and is being followed in the neurosurgery 
department. 

Discussion: NF2 is a rare autosomal dominant 
disorder with a birth incidence of I in 35000 and actual 
diagnostic prevalence is only 1 in 200000. Majority of 
cases of NF2 present with symptoms related to their 
vestibular schwannoma such as deafness 
linmtus.imhalance or vertigo 1 . Most have unilateral 
symptoms at presentation but it is not uncommon for 
presence of silent second side tumor to be revealed during* 
the course, of investigation of an apparently unilateral 
problem. I here is no predictable relationship between 
tumor size and degree of hearing loss. It is not uncommon to 
find a small tumor with poor hearing on one side and a 
contralateral large tumor w ith good hearing. 

While assessing a teenager with audiological 
symptoms and keeping in mind all common causes, NP2 is 
also to be born in mind because it is rare but it is there. A 
clinical pattern in the form of unilateral tinnitus, hearing 
loss,\ertiiio with no obvious historv ofanv inflammatory 
pathology in the past plus examination not in fa vour of any 
inflammatory pathology demands evaluation for acoustic 
neuroma and in a teenager for NF2.; 

Same clinical judgement has prov ed fruitful in our 


case where in a young boy of 12 year's with progressive 
hearing loss and decreased vision with no previous historv 
of inflammatory pathology and examination also not in 
favour of any inflammatory pathology was suspected of 
havint»NF2. 

w 

Audiological assessment is important in arriving 
at diagnosis of NF2 as it might reveal mild to severe SNhT 
a speech discrimination score lower than would be 
anticipated from the pure tone test, a low SIS I score, partial 
or complete toiie decay and a type iii or iv Beksev 
• audiogram and no recruitment. 4 However vv ith the advent of 
MRI the diagnosis of NF2 has been revolutionised and in 
fact the audiological battery of tests is now longer a 
prerequisite . MRI with gadolinium enhancement has 
broadened our .knowledge of diverse and distinct CNS 
manifestations of neurofibromatosis. MRI is better than CT 
in detecting and defining many brain and spine lesions. 

In our case also pure-tone audiogram revealed 
severe SNHL , but instead of subjecting the patient to 
audiological battery of tests and being confident of clinical 
judgement we subjected patient to MRI and confirmed 
diagnosis. . 

Conclusion: We coc lude that NF2 is a rare cause of 
hearing toss but it is to be kept in mind in a particular 
clinical setting and audiological battery is no longer a 
prerequisite with the advent of newer imaging modalities. 


Fig 2 
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— a 14 year old ^' ,r l ei^Uu^cd slnco* 

second toes of hci light °° ' j' !e There was no history ol antecedent 

h ad continued to grow were found to be enlarged. Skin 

trauma. On ««tniinatton..« “ and non , e „der. Consistence ecus 

over digits was Ihickc-ne . . ■= ^ j iatjon 0 l toes and plantar 

“w^roS t "Snored. None o, her family member . 

she hacfneiiiocutaneous manifestiilionsof neurofihroinaursis. . in j 

X-rayofherrigmioot^c^^nc^cm^^.^ 

^loes with both bony and soft tissue every o« in r ' n . tl , r llV . 

'Zl ilcnnaf Color' DoppS^ewmination'stowed ^normal vessels in 

I: 7±xzs& , sszsi 

tissue involving subcutaneous tissues, bone marrow, pcnostciim ^-^ 
and nerve sheaths. No neural enlargement vs as seen. I Iksl finding. 

consistent with Macrodvstrophia Upomatosa. 

Macrodvsirophia Lipomatosa is an unusual form of u 
hypertrophy also called local gigantism . It is congenial in origin bu no 
hereditary 1 \ It is classified as a developmental anomaly. I here is mmked 
increase in all mesenchymal elements i.e. bone, tendons, nerves anc 

vessels but particularly fibro adipose tissue. , 

The rate of accelerated growth varies among patients and may 

vary among affected dibits \ Its involvement is almost alw ay s umlateiul as 
in our case but bilateralism is not rare. Lower limb is more frequently 
involved than upper limbs. The most common sites are 2 and a digits. 
Fifth dmit involvement is rare. Soft tissue overgrowth is most marked at 
distal end and volar aspect of the digit. Volar overgrowth produces dorsal 
deviation and splaying of digits with endosteal & periosteal hone deposit 
Growth of the digits ceases at puberty. High incidence ot syndacly 
nolydactly andclinodactly is present with slanting of articular surf ace 

Patient usually seeks surgical correction tor cosmetic reasons. 
Mechanical problems due to secondary degenerative disease or 
neurovascular compression may occur late in childhood or 

adolescence.Carpal tunnel sy ndrome can occur \ 

Exact etiopathogenesis 1 ’ is obscure. Proposed mechanism 
include lipomatous degeneration, disturbed foetal circulation!, 
disturbances of growth inhibiting factors, an error in segmentation, 
trophic influence of tumefied nerve. Ingles and others have postulated that 
this anomaly could be an expression of neurofibromatosis, but 
contradictory views have been expressed by many authors based on 
following observations^) lack of neurocutaneous or other systemic 
abnormalities in patients with macrodystrophia, (ii) absence of increased 
incidence of local gigantism or other anomalies in family members (iih 
sporadic presence of neural enlargement which is the result of fibrosis ot 
sheath rather than neural tumefaction (iv) a disproportionate increase in 

adipose tissue (v) differences in radiographic features 

Radiological D/D of macrodvstrophia includes both congenital 
and acquired disorders. Congenital anomalies include conditions like- 
hyperostotic macrodactyly (increase in all mesenchymal elements i. 
haemangioma.Imphangioma (only soft tissue overgrow th in both >. (>11 iers 
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Fig.l : AP view Showing massive soft tissue as 


well as ho in overgrow tli 

w 


disease (enchondromas). Klippel-Weher-Trenauny 

syndrome ( I laemangiomas and macrodactyly). 

plexiform neurofibromatosis. melorheostosis (increased 

hone density with candle wax dropping periosteal 

reach o ns). A c t| u i re d conditions 1 i ke - i n far ct i o n, 

infection, trauma. JR A can he eliminated hv history. 

*■ 

Amongst the above, most difficult to eliminate 



Fig.2 Lateral view : Shows soft tissue 
overgrowth predominantly on the voiar aspect 
with splaying & dorsal deviation of toes 


is neurofibromatosis . where enlarged digits may b c 
bilateral and the distal phalanges are not the most 
severely affected. Mere macrodactyly is the result of 
plexiform neurofibromatosis but haemangiomatous and 
lymphamgiomatous element can produced premature 
fusion of the growth plate. Soft tissue lucencies ire 
absent. \ 
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Hindi! was screened for antihepatotoxic activity against ace^mmopne ^ ^ evjdenced by 

damage in albino m,c f e ^"sinusoidal dilatation in the livers. Tamarix gallica extract 

”,«lX£. n c. .1 b,„uc„„.d «,,, anlsonudeosis and 

anisocytosis in all the extract treated groups of mice. 

JK-Practitioner 2006; 13(1)^43-44 ---■-- 

Introduction.^ njca (TG) (Fan , ; Tamaricaceae) is a gregarious bushy 

shrub that grows on saline or water logged soils Ml is a component ol 
marketed hepatoprotective combination Liv-52.Ihe pnncipc 
constituents are tamarixin along with traces of its aglycon, tamanxctin . I 
is used in bleeding disorders like menorrhagia, bleeding in the rectum and 
epistaxis'. It is also used in disorders associated with hepatic insufficiency 
and lias a salutary effect on liver glycogen and proteins'.I -eaves ot TG have 

been reported to be useful in hepatic and splenic disorders . _ 

The present paper deals with the antihepatotoxic activity of 5 /*> 
ethanolic extract of TG leaves at different doses (25. 50 & 100 
mg/1 OOg/day) against acetaminophen induced hepatocellular damage. 

Material and methods: 

Leaves of TG were extracted with 50% ethanol by cold 
maceration process as described in I.P 1085 . Healthy albino mice (_0- 
35c,) of either sex were used in the study and were divided into five groups 
of 8 mice each. Group I served as control and received lml ot I gum 

• utflKftnc acacia suspension. Group II received a single oral dose ol acetaminophen. 

Authors affiliations. gs a supersaturat cd solution in 0.9% saline at the rate of 500mg/kg body 

Deportment of Pharmaceutical weight ’. Groups ill, IV and V received 25. 50 and 100 mg/1 OOg/day otTG 

Sciences, University of Kashmir. extract respectively for five days, after 48 hrs.of acetaminophen 

Chatfurvedi S, AgrawalS.S administration. Blood was withdrawn, 24 hrs. after the administration ot 

Delhi Institute of Pharmaceutical the last dose of the drug and the serum was subjected to Serum Glutamic 

Sciences and Research. Pushp Vihar, Pyruvic Transaminase (SGPT/ALT)estimations" 

N.Delhi-110017. * jj ie animals were sacrificed and their livers were subjected to 

histopathological studies using Haeniatoxylin Eosin(H& E) stain. 
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Corresponding author* administration in mice of Group II. Histopathological studies revealed 

Nahid Tabassum large areas of necrosis in 67 % animals, surrounded tn focal distribution. 

Lecturer (Sr.Scale), lymphocytes and lot of haemosiderin pigment. 

Department of Pharmaceutical Mice treated with 50% ethanolic extract of TG at the dose of 

Sciences, 25mg/l00g revealed binucleated cells, anisonucleosis and regeneratee 

University of Kashmir. changes. Slight regeneration, sinusoidal dilatation, mild anisocytosis and 

Hozrotbal,Srinagar. few binucleated cells were however observed with TG at the dose ot 

Pin-190006. 50mg/l00g b.w (Fig 1). Tamari .gallic at the dose of !00mg/l00g b.w 

E-mail. revealed sinusoidal dilatation, slight kupffer cell hvperplasia and 

nahidtabossuml63ahotmail.com. . . . ... ,, . 

regenerative activity with binucleated cells spread all over (rig 2). 

Discussion: 

Acetaminophen induced hepatic liver cell damage was studied in 


Key words: Acetaminophen, Tamarix gallica, antihepatotoxic 
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Fi<*.I :Paracetamol + 50% Ethanol ic Extract ot 


Fig.2 Paracetamol + 50% Ethanolic Extract of 


Tamarix gallica (50mg IOOg Body weight) Pew 
Binuclented Cells (H&Ex 400) 


Tamarix gallic a (lOOmg/IOOg Body weight) 
Binucleated Cells Spread all over ( H & E x 400) 


mice as its toxicitv is maximum in mice T he animals 


became very weak and their body weight was reduced 
considerably during one weak experimental study. 
I low ever, with different doses of ethanol ic extract of TG 


there was no reduction in body weight and food 
consumption .Animals looked quite healthy. 

ALT was taken as an index for biochemical 


estimations as it is more abundant in liver cells than in 
any other cells in the body 11 Biochemical and 
histopathological studies revealed that paracetamol in a 
single oral dose of 500 mg/kg body weight is hepatotoxic 
in mice. 50% ethanol ic extract of Tamarix gallica leaves 
showed evidence of anti hepatotoxic activity in mice in 
th is study but it was not dose dependent. 
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According to DC Duita studies on imnu. , vcrsc patient 

death should no, exceed 2 per 1000 caesana. . • » ad> 

profile and not too good circumstances. ulneh aie 
interrelated, maternal mortality ranges from 0.5 to 3 
Maternal mortality is death occurring during pregnancy a,,d4„day. 

Accepted figures arc: 

1. In developing countries 4 per 1000 live births. 

2^ in India 300/ 100,000 live births. 

Magnitude of problem: . thtt „iohe 

1. Out of estimated half million annual maternal deaths in Hu. *\< nc. 

09 % are distributed in the developing countries. 

2. Shocking scenario revealed one maternal death per mmii e 

developing countries. 

3 . For one maternal death at least 15 more sutler Irom severe 

morbidities. . ( 

4. More maternal deaths in India in a space of a week than in all 

Europe in a whole year. 

Causes of maternal death following caesarian section. 

*> Immediate (occurring within 24 hours) 

Immediate causes are hemorrhage and shock because of post¬ 
partum haemorrhage or internal leak. In haemorrhagic loss 
following caesarian section one litre of blood is lost. Exceeding 
this amount and without correcting pre-existing dehydration and 
ketoacidosis may lead to immediate cause of death. 

K Anaesthetic hazard: Because of aspiration of gastric contents due 
to delayed stomach emptying leading to aspiration atelectasis or 
aspiration pneumonitis (Mendelson s syndrome). Other causes 

acute dilatation stomach post-operatively. 
r Pulmonary embolism/ Thrombo embolism responsible lor 1 > to 
25 % of maternal deaths in western countries. 2 to 5 % in India. 

■ It is a very important factor of mortality as leg vein thrombus 
or uterine can lead to pulmonary embolism alter reaching the 
right heart through venacava. Thrombus can be small, big or 
massive and sign and symptoms depend on the size ot the 

thrombus. 

* A small clot passes to lung periphery and cause a wedge 
shaped infarct seen on X-ray. Chest pain usual!} present may 
be associated with moderate cyanosis and d> spnoea. 

■ Later pleural rub and pleural effusion may occur. In 
this sign and symptoms are not necessarily impressive. 

■ In big clot intense chest pain acute dyspnoea and cyanosis 
occurs with immediate development of shock and w hole lung 
is involved. Picture is dramatic and compelling. ECO shows 
right ventricular strain, right axis dev iation or RBBB. 

■ In massive thrombus obstructing bifurcation of pulmonary 
artery , no pulse is felt and Ashen grey pallor ot shock is >een, 

■ Other causes related are: Amniotic fluid embolism, ihrougl 
uterine sinuses. 

■ Air embolism via intrav enous infusion. 
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Or already pre-existing cardiac ailment like 
myocardial infarction which may be 
aggravated post operatively. 



v 


Delayed .(occurring after 24 hours) 

*.t*vsis following caesarian section in labour or 
in premature rupture of membrane. Other sites 
of infection are abdominal wound, uterus or 
peritoneal cavil) (peritonitis). 

Sudden causes of death follow ing caesarian section: 

■ Big pulmonary embolus at bifurcation of 
pulmonary trunk. 

■ Amniotic fluid embolism. 

■ Acute myocardial in farction or cardiac arrest. 


Symptoms ofileterionition before death: 

Because of small pulmonary embolism or amniotic fluid 
embolism can be chest pain, dyspnoea, sweating with 
mild or no cyanosis. 


Anesthetic Risks: Anesthetic mortality is about 
0.05%: death in the recovery period is about 
0.1% and 0.6% occurs in the tlrst post-operative 
week. Anesthesia also contributes to 14% of all 
deaths. 50% of anaesthetic mortality 
death/morbidity (complications) is due to 
problems with ventilation i.e, problems in 
delivering oxygen to the patient; 30% is due to 
heart (cardiac) problems. The mortality 
incidence while in hospital is about 1% in 
health) patients. This 1% incidence is increased 
in the presence of preexisting disease. The 
obstetric maternal mortal it) rate is now about I 
pci 10.000: in the I970’s the rate was double. 
Some of these maternal deaths are due to general 
anaesthesia; however, the increased use oflocal 
anaesthesia (50% of caesarian section are 
currently performed under local anaesthesia) is 
probably reason for reduction of maternal 
mortality. The incidence of mortality and 
morbidity obviously also depends on the 
patient’s with multiple medical problems 
(unknow n and undiagnosed). 

Amniotic Fluid Embolism: 

o Can result from Amniotomy and strong 
uterine contractions. 

c Seen to occur 90 minutes after LSCS 
u pto 4 8 hours a ft er de I i very, 
o Has been suggested to occur in 4 


" 50% patients die within first 

hour rest 40 % will develop 
DIC or manifest bleeding from j 
incision orvene puncture site 
■ May present with cyanosis 
cardio pulmonary arrest 
pulmonary edema or ARDS. 

Nearly half of the global estimated annual 
515,000 maternal deaths occur in sub-Sahara 
Africa. Nearly a quarter of these occur in t| 1c 
countries of UNICEF East and South Africa 
Region (ESAR). The high ratios of maternal 
mortality in African countries call for an 
intensified effort to reduce maternal deaths 
caused by obstetric complications which can be 
treated. The major direct causes of maternal 
deaths are unsafe abortion, hemorrhage, sepsis 
pre-eclampsia and eclampsia, and obstructed 
and prolonged labour. The important indirect 
causes include HIV/AIDS, Malaria, TB and 
Malnutrition. 

I n its 55 ,l> session, the General Assembly adopted 
the UN Millennium Declaration, which resolved 
to reduce maternal mortality by 75% by the vear 
2015. 

Techniques for measuring mortality: The 
ideal way to monitor maternal mortality is 
through vital registration. However, in most 
developing countries , vital registration suffers 
from two serious problems: first, many deaths 
are not recorded(under reporting),generally 
because they do not occur in health facilities; 
and second , many maternal deaths are 
misclassified. Even in developed countries, 
studies have shown that maternal deaths are 
misreported by 50% on average. Alternative 
methods, noted by Ms. Campbell, include: 
Sisterhood method. This demographic 
technique uses surveys to ask women about the 
survival of their sisters. It requires relatively 
small sample sizes and is therefore 
comparatively inexpensive. 

WHO/UNICEF models: These models are 
based on data from countries with relatively 

m 

good data on maternal mortality; data on general 
fertility rate and the coverage of skilled 
attendant at delivery are used to generate an 
estimate of the countries maternal mortality 
ratio. 


* Release of amniotic fluid. 

■ Pulmonary artery spasm. 

■ Left ventricular and 
pulmonary capillary injury. 

* Left ventricular failure and 
ARDS. 

o Mode of presentation: 


Ms Campbell concluded, unless a countries vital 
registration system is very good, maternal 
mortality should not be used as short term 
outcome indicator for safe motherhood 
programs. 

Maternal mortality estimates can be used for the 
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lollop ing purposes: e 

. |'o gain a general sense ol the sue 

problem. m _ kers program 

lb sensitize policy mukeis ,pr b 

planners, and others to the magnitude ol 

problem. . , 

To stimulate discussion and action and 
To mobilize national and international 
resources lor maternal health. 

Maternal mortalit> indicatoi. 

P roportional iffi'ff'w!JUffililiili- lhls 
represents ratio of number ol maternal deaths 
among women of reproductive age. This shows 
how important maternal mortality is as a cause 

of death among women. 

Very important to know that in almost hall the 
cases the severity ol women's condition was not 
recognized until more than 24 hours after the 
problem arose, rellecting a high threshold to 
pain and health problems and the belie that 
complications during pregnancy and delivery 
are normal, natural event. 

UNICEF's top priority interventions are 
directed towards maternal mortality rate 
reduction: (a) supporting Go\l. to provide high 
duality emergency obstetrics care t b) supporting 
Govt, to recruit .train .deploy .and maintain 
health providers (c) supporting Govt, efforts to 


Epidemiology 


promote family planning and <d >^'"j^s's 
monitor programs through the urs p 

indicators. 

WHO recently show ed maternal mortality is one 
of the major public health problem chM'i fc 
medical community especially in developing 
countries It showed 5.80000 maternal deaths 
occurring annually. 99 of them m the developing 
world. UmwiL ikmki uhn 

v*. nf death* 

Zi mr > 7 v in 30%. Maternal mortality is 
important not only it represents the single most 
preventable cause of deaths among women o 
reproductive age. but also it isanunportant 
contributing factor to infant and child mortality. 
Current maternal mortality estimates for sta 

are 420/100.000. 

■w„v> mother, nlio clic jL M . "»■»»’ cMMirm 
SL’ ciioii wer e cucs ovicjll / >et/ ( v nee/ Joi pat it- ill'' 
n’friml fur obstructive h ihtmr in mi—ILUIH 

distances 

Major causes of maternal deaths Hemorrhage,. 
Sepsis. Hypertension from t he (hint world 
WHO estimates indicate that mate rnal mortality 
rale has in fact mereas e ej in [he losj IJj yea rs 
(mm 500.000 to 5X0.000 deaths per year 
through on/ the developin g world. 
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Pregnancy in Women with Kidney Disease 


Ghulam Hassan Malik, MD,DM,FISN,FACP; Masood ul Hasson, Malik Suhail. 

A woman during pregnancy can develop any of the following renal 
problems- 

Urinary tract infection. 

Pre-eclampsia including HELLP(hemolysis,elevated liver enzymes Inu, 
platelets)syndrome. 

Transient hypertension. 

Acute renal failure. 

Hemolytic uremic syndrome/thrombotic thrombocytopenic purpura 
Acute fatty liver of pregnancy. 

These conditions will not be considered in the present review since these 
complications arise when a woman without any underlying kidney disease 
becomes' pregnanet. 


The present review will discuss the problems when a women with 
underlying kidney 1 disease becomes pregnant. 

The subject has to be viewed from two aspects: 

a) fhe effect of pregnancy on the kidney disease and 

b) The effect of the kidney disease on the outcome of pregnancy. 


The subject will be discussed under the following headings: 

I )Renal functional and structural changes during pregnancy 

2)Chronic renal disease 
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3) Drabetic nephropathy 

4) Renal transplant reciepents 

5) Systemic lupus crythematosus(lupus nephritis) 

Renal functional changes during pregnancy: 

Significant changes in renal function occur during 
pregnancy.Renal plasma flow increases to 50% -70% above normal in 
first two trimesters and remains 40% above normal in the third 
trimester.The increase in renal blood flow is due to an increase in cardiac 
output and decrease in renal vascular resistance as a result of renal 
vasodilatation.In contrast to the large increase in renal blood flow,there is 
no increase in cerebal or hepatic blood flow during pregnancy.An increase 
in glomerular filtration rate(GFR)begins by the fourth week of gestation 
and is 50% above normal by 13 weeks.Blood pressure and peripheral 
vascular resistance fall soon after conception.The fall in vascular 
resistance is thought to be due to increased synthesis of vasodilating 
prostagl and ins( prostacyclin) 

The average BUN for pregnancy is9mg/dL(N=10-20mg/dL)and 
the average serum creatinine is 0.7mg/dl(N<1.5mg/dL).A BUN of 
l4mg/dL or creatinine above 0.9mg/dL is indicative of abnormal renal 
function.The increased GFR leads to increased clearance of uric acid and 


a decrease in serum uric acid level.GFR also varies with position being 
20% lower in the supine compared to lateral position. 

Tubular functions also change with changes in glomerular 
function.A 50% increase in GFR during pregnancy necessitates an equal if 
increase in sodium reabsorbition by the renal tubules.The osmostat is resel 
and thirst is experienced at a level 5mOsm below the non- pregnant state 
and serum sodium is 5mEq/l below nonpregnant normal.The threshold for 
glucose reabsorbtion increases and glucosuria may be noted without 
hyperglycemia. 3 

Anatomical Changes: 

Anatomical changes in kidneys also occur during 

* . js 
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Rp.v.1 lei mill increases by 1-1.5 cm due to 
pregnancy.Rena eb e am) capaelty of collecting 

mcreasc in ^ latation of renal collecting 

systent and ty pe | , dr o it os . s)more often on the 

side occurs’due to hormonal clianges(also known 
r,gl" side oc due to mechantca 

tagins in the 

lasts upto 12 weeks postpartum, 
r iirnnic Renal disease in pregnancy: 

C |„ women w ith renal disease there are several 

Mentions of the interaction between renal disease 
CO H oreenancs .Renal disease can have serious 
an nences lor both maternal health and tetal 
outcoine.On the contrary pregnancy can have adverse 
.■tTect on renal function which may or may not be 
reversible.Any pregnant women with an undeMytng 
renal disease should be managed jointly by an 
obstetrician experienced in high risk pregnancies and by 

o nephrologist 

lljptiiinsn n sio n is CO mmon in kidney disease 
mor0 0 hcn with glomerulonephiitis.lt can be seen even 
in the absence of renal insulItciency. Treatment ol 
hvpertension during pregnancy is similar to chronic 
hypertension. Women with renal disease and 
hypertension are at increased risk for superimposed 
prceclampsia and its diagnosis becomes 
difficult Proteinuria due to underlying renal disease 
worsens and serum uric acid may also increase due to 
decrease in GFR.Two parameters are helpful in this 
situation-worsening of hypertension and hyperreflexia 
both of which favour preeclampsia.HELLP syndrome is 
an advanced stage of preeclampsia and easy to 
diannose.lt hypertension becomes difficult to control 
termination ol pregnancy is usually needed. 

Proteinuria: 

Proteinuria due to renal disease increases dtil ing 
pregna nev.Nephrotic range proteinuria may occur 
particularly in glomerulonephritis.Increased 
proteinuria is due to increase in GFR and increased 
filtered load of protein.Heavy proteinuria itself is not 
associated with hypertension or worsening renal 
fu net ion. Salt restriction is needed if heavy 
proteinuria develops. 

iVponiincy in women with renal disease and norm al 
renal function 

In neneral if renal function is normal at 
conception.it does not worsen during pregnancy. A 
transient decline in renal function.hvpertension and 
increase in proteinuria may be noted. The rate of live 
births remains above 90% if blood pressure is well- 
controlled. 

| n a study of 360 wo m e n vv i t h 
glomerulonephritis and normal renal function, 170 
became pregnant (others did not and served as 
control).On follow up of upto 30 years no difference in 
renal survival was noted.However.patients with 
hypertension had more progressive renal disease'. 


in i study of repeated pregnancies in 
Membranous g ,o^ru,o„epbrUis,MON. ndudmg 
patients with 2 or more pregnanues 51 P eyt. 

'noted in 9 patients average 

pregnancies were noted after MGN ranynb -< 

\ 'Hand duration ot mnow t ' 

years.Comparing^ the pregnancy outcome- « • 

birth'abortion perinatal mortalitv.low - birth 
cesarean section there was no statistically sifc 
difference between the pregnancies which » • 

before and after MON. Comparing the lust«■ 
pre.mancv after MGN there was no statistically 
significant difference in hypertension, protemuria and 
serum creatinine levels.Onc patient underwent 5 
ore" nancies and serum creatinine after followup for 
years was 2.5mg/dl.The concl usion w as that the outcome 
of pregnancy was good with 90% live births and that 
repeated pregnancies do not influence the course o 

MGN , ^ 

In another study ol repeated (- <>i more 

^pregnancies in 17 women with Non- Immunoglogin A 
Mesangioproliferative GN(Mes GN) 135 pregnancies 
were noted and 85 pregnancies were post Mes GN. 1 he 
number ol pregnancies ranged from 2 to 1 l(mean 5)and 
were followed upto 20 years.Comparing the outcome ot 
the 50 pre and 85 post Mes GN pregnancies a higher 
frequency of low birth weight.cesarean sections and pre- 
eclampsia was noted in the post Mes GN group.However 
|ovv birth weight and cesarean section of the post Mes GN 
group w a s c o m parable to the n o r m a I 
deliveries.Comparing hypertension, proteinuria and 
serum creatinine between the first and last pregnancies ot 
the post Mes GN group there was no significant 
difference.Only 2 developed renal impairment on last 
follow up -one underwent 5 pregnancies all full term 
over 9 years and the other 11 pregnancies (all full 
termjover 20 years.The conclusion w as that outcome of 
repeated pregnancies in Mes GN was compaiable to 
normal deliveries,a higher frequenev of pre¬ 
eclampsia.low birth weight and cesarean section was 
noted in post compared to pre Mes GN pregnancies. 
Repeated pregnancies did not influence the course of 

MesGN 4 

Renal biopsy during pregnancy 

Indications for renal biopsy during pregnancy 
are few-sudden unexplained deterioration in renal 
functio.Blood pressure should be well maintained and 
coagulation profile normal.After 32 weeks biopsv is not 
recommended . 

Pregnancy in women with Chronic Renal 
Failure(CRF) 

The outcome may be very different in women 
with moderate renal insufficiencyt plasma creatnine 1.5- 
1.9 mg/dl). In this setting the plasma creatinine tends to 
decline slightly during the first halt ot pregnane) (as in 
pregnancy in women without kidney disease) and then 

i ^ ..-v r-v ^ -a j j t ^ t-v r no.no v K'K t i il i * 1 t i t ^ t \ i- 1 
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third nun have irreversible decline in GFR and it may 
exceed 50% if uncontrolled hypertension is present. 7 
Worsening of renal function was more common in 
woi'nen who had hypertension during the third 
trimester.A greater degree of renal insufficiency at 
conception was associated with acceleration of disease 
during pregnancy.. 

Prematurity .preterm delivery and growth 
retardation are more common compared to normal 
pregnaneies.OveralI fetal survival is lower. 

Pregnancy in dialysis patients 

Infertility is the rule in dialysis patients. 
Pregnancy is uncommon with a reported frequency of 
0.3 to 1.5%. Pregnancy is accompanied by worsening 
anemia.Hypertension can be a life threatening 
complication.Sucessful outcome has been noted in 40- 
50%. 

Problems and recommendations: 

Hy pertension needs an aggressive 
management.Dialysis should be intensified to keep BUN 
below 50mg/dl to avoid hydramnios and improve 
nutrition. To treat anaemia higher doses of 
Erythropoietin are needed to keep Mb above 
I Og/dl.Metabolic acidosis and In pocalcemia need to be 
corrected.Careful uterine and fetal monitoring is 
required.Hypotension during hemodialysis is to be 
avoided.20% pregnancies are lost due to second 
trimester abort ions. Pre-term delivery is almost a 

wF 

rulet mean gestational age of 30.5 w eeks). 

Diabetic Nenhronathv 

Diabetic nephropathy is characterized by 
proteinuria, hypertension and reduced glomerular 
nitration. A diagnosis of diabetic nephropathy is made if 
there is persistent proteinuria of more than 300mg/day in 
first 20 weeks of pregnancy. 

Effect of pregnancy on Diabetic Nephropathy: 

Proteinuria increases during pregnancy and 
regresses after delivery.The effect of pregnancy on 
diabetic nephropathy depends on renal function at the 
time of conception like other renal diseases.Pregnancy 
does not accelerate the progression of nephropathy with 
normal or mildly impaired renal function. 

Women with moderate to severe renal 

insufficient^ show a rise in serum creatinine by third 

*• 

trimester that may persist post-partum. 11 women with 
diabetic nephropathy and serum creatinine more than 
!.5mg/dl had accelerated progression of renal failure 
compared to control group . 

Effect of Diabetic Nephropathy on Pregnancy 

Diabetic nephropathy is associated with 
pregnancy complications such as increased frequency of 
intrauterine growth retardation, fetal distress and pre¬ 
eclampsia .Pre- term deliveries and cesarean section are 
often needed. 

Management Principles: 

I > Pre-conception: Evaluation of proteinuria/day and 
creatinine clearance are essential. The angiotensin 
com ci ting enzyme(ACE) inhibitors need to be changed 


to other antihypertensives. 

2) Hypertension: Strict blood pressure control is 
needed (below l30/85mmHg). ACE inhibitors and 
angiotensin receptor blockers are contraindicated. 

3) Pre-eclampsia: Proteinuria and edema increase by 
third trimester. It may be difficult to diagnose hut 
worsening of hypertension is suggestive of 
preeclampsia. Deli very is the definitive treatment for pre- 
eclampsia. Delivery is also undertaken in presence of 
abruptio,fetal growth retardation and distress. Low dose 
aspirin may be used but it is controversial 
Pregnancy in Renal Transplant Recipients 

Fertility returns after renal transplantation.More 
than 6000 pregnancies have been reported in renal 
transplant recipients till 1098.In general pregnancy is 
advisable after one year in live related donor recipients or 

2 years after cadaver transplant.Pregnancy can be 
undertaken if serum creatinine is less than 2mg since 
there is substantial risk of worsening of renal function or 
of graft loss with more than 2mg/d! at conception. 

The conditions which favour a successful outcome of 
pregnancy are: 

1) Absence of hypertension. 

2) Mild proteinuria. 

3) Absence of graft rejection. 

4) Minimal immunosuppression. 

Causes of impairment of renal function during pregnancy 
are similar to the non pregnant recipient as follows: 

I ;Cvelosporin/Tacrolimus toxicity. 

2:Acute Rejection. 

3 Obstructive uropathy 

4 Recurrence of primary disease 
5: Pre-eclampsia 

6:Pregnancv related causes of acute renal failure. 
Delivery: 

Vaginal delivery is encouraged as renal allograft 
does not obstruct the birth canal .Cesarean section is 
advisable only for obstetric reasons.Prophylactic 
antibiotics are advisable. 

Fetal outcome is successful in 92% cases. 
Medications: 

Cyclosporin:Dose needs to be adjusted* 
general Iv2-4mg/kg/day. Metabolism increases during 
pregnancy and higher doses than pre- pregnancy may be 
nceded.lt is not a major teratogen 

Tacrolimus:In a study of 100 pregnancies 
reported in $4 patients on Tacrolimus(27% renal 
transplant recipient$)68 were live births with 60% 
premature 7 . | 

Prednisolone: Pregnancy is recommended if 
prednisolone dose is less than 15 mg/d ay. Maternal blood 
levels are 10 times higher than the cord blood. However 
adrenal insufficiency may occur in the infant.High dose 
steroids during pregnancy are safe in treatment of 
rejection. 

Azathioprine: Frequency of congenital 
anomalies is sightly increased if at all.Fetal leucopeniais 
minimized if maternal leucocyte count remains normal. 
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r p x^ Gr ^'^^"' 

feml development »‘«t ote” 

a, 'i"' alS Si^lhnus: ,l, SiMimi's is contn.indicateddls 

thcrapv should be discontinued at leas. 6 weeks before 
therapy ilc | K .,i 1( , cvclospoprm. 

pregnancy a - 'l upus Nep hritis 

in women o 

childbearing 'tae.PtUnosis for mother and fen* « *»« 
'he,, the disorder has been quiescent to, a, least 

n,on " ,s ^^'' n ^'''^^^ lu|n,s ne f hri,is 4 

• . ! :„h an increased risk of fetal loss (up to 25 

aS "^ w ith worsening of the renal and estrarenal 
pereent) a, problems can occur during 

”’ a "" n d are more con.mon in the firs, eight weeks 
pregn.ii c jc|1(s vvil |, anticardiolipin antibodies and 

llle lupus anticoagulant are at increased risk: and all 
preunanl"women with lupus should be screened lor lupus 

*ti”^r!S£ or exacerbation varies w ith the 
..„C of disease- activity, ranging from 7 to 33 percent in 
women who have been in remission lor at leas s,\ 
months and fromOl to 67 percent in-women w ho have 
■relive disease at the time ol conception It is not 
clear, however, if these disease Hares are due to 

Although the incidence is not high. se\ eie lenal 
exacerbations can occur. As a result, w omen with lupus 
nephritis should be encouraged to delay pregnane) until 
the disease can be rendered inactive lor at least six 
months. The negative prognostic implications of 


preexisting hypertension and 

also apply to 'r-rtSTnitc Irequcncy of postpartum 
flares canbe diminished by incicashHf 'he corticosteroid 

^ f0r ^mem tr acHve ° lupus nephritis in the 
postpartum eriod is similar to 

this disorder. Oral predmsolone (atMo 0 O 

usualIv used, although there is a nsk ol ., ducmg 
ex icerbatiiv’ hypertension, gestational i ia c c . ■ 
premalure rupiure of membranes .. Cy clophosphamu 
should be avoided if possible during pregnanes, but 
azatbioprine can be used with relative sa.ety as long as 

the white blood cell count is normal. 

Obstetric management of women with 

Hmlprlvine renal disease . , 

aose follow up by Ncphrolog.st and 
Obstetrician is nceded.The general principles are: 

U Increased frequency of prenatal visits ever V - 
j, } ft ,-s 12 semesters anti ue e k l \• /he > vc if ter. 

2) Serial monitoring (monthly) ol renal/unction 

G Monitoring for pre-eclampsia. 

4) Feta! surveillance (ultrasonography and fetal heat 
monitoring) 

5) Treatment of hypertension. 

6) Timing of delivery (preterm intervention in presence 
of deteriorating renal function,severe pre¬ 
eclampsia, fetal growth retardation or distress). 

4 ck fto wledgements: Th e au thors feet h ig h fy 
grateful to ' Rashd ul Nassau for his invaluable 
help in the preparation of this manuscript . 
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Commonly encountered reproductive tract infections in women 

Abida Ahmad 


it has long been recognized that reproductive tract infections 
(RTI) form one of the most common problems in women during 
reproductive age group. The clinicians today have access to accurate tests 
for etiological diagnosis and are in a position to provide pronint 
appropriate treatment for RTI and prevent their long term health 

consequences. Depending on etiology the RTFs in women may be divided 
into: 


1. Sexually transmitted diseases (65-70%), increasing globally. 

2. Pyogenic infections following unsafe abortion and puerperal 
sepsis (1 5-20%). 

3. Iatrogenic infections associated with D&C, IUCD insertion etc 
(5-10%). 

4. Rarely tuberculous infections, mainly blood borne from foci 
elsewhere like lungs and lymph nodes (5%). 

Defence mechanisms against RTI 


The female genital tract offers a continuous open pathway from 
exterior to the peritoneal cavity. This is essential to allow ovulation and 
fertilization to occur. Several effective defence mechanisms have been 
evolved by nature to prevent infections of genital tract and their upward 
spread. Some of those defence mechanisms are: 
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1. Its skin being vascular is inherently resistant to infections. 

2. Undecyclenic acid rich secreations of apocrine glands on vulva 
act as fungicidal. 

3. The apposition of labia protects the genital tract above. 

Vagina: 

!. Apposition of anterior and posterior walls keeps the vagina 
closed to external infections. 

2. A well developed stratified squamous epithelium lines the 
vagi na. 

3. Presence of Doderleins Bacilli inhibits the growth of other 
organisms by lactic acid production that increases vaginal 
acidity. 

Cervix: 

It remains functionally closed by mucus plug which as well has a 
bac te r i o I v t i c act i v i tv. 

Uterus: 

Periodic shedding of surface endothelium tends to eliminate 
infection if any. 

Certain factors that reduce the efficiency of these natural defence 
mechanisms are: 

1. Age: Childhood and post-menopausal period: 

A. Vaginal epithelium isthin with low glycogen content 

b. Fewer Doderleins bacilli are present and PH reaches7. 

c. There is no cyclical shedding and reformation of 
endomertrium. 

2. During Menstruation: 

a. Cervical plug is absent. 

b. Lower vaginal acidity because of menstrual discharge 
-vhich isalkaline. 

3. During puerperium and post abortal period 

a. The placental site is raw. 
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c. 

d. 

e. 

f. 


Obstetric complications 

Chorioaminonitis 
Pre-term labour 
Pre-maturity 
Post-part um fever 


Epithelial lining ofcervix and vagina is 

broken. , , < 

The tissues are bruised and devitalized 

Reduced vaginal acidity. 

Wide open vulva, vagina and cerxix. 
Lochia offers an excellent medium tor 

organisms to grow. 

I„ addition to the above mentioned factors 

.•mil undernourishment, poor menstrual hygiene, 
an aunt.. . j e) j ver y and unsafe abortions 

H^LldterS ol reproductive' tract infections(RT„ in 

devetopiagcountnes^ro^ped jmo upper an( j lower RTI. 

I .user RTI includes vulvovaginitis and cervicitis 
U hereas upper RTI includes pelvic inflammatory disease 
or PID which in turn includes endometritis, salpingitis.. 

oopherilis and sometimes pelvic 
peritonitis as well, l oner RTI 
s | ia |l be discussed m this issue. 

I Yu|vo vaginitis: Valvovagin it is 
is an extremely common 
syndrome. More than 25% 
women attend Gynaec. OPD with 
svmptoms related to 
vulvovaginitis. 75% of all women 
experience at least one episode of 

vulvovaginal condidiasis during their hie tune Use ol 
antibiotics, elevated levels of estrogen, sexually active 
life style and history of sexually transmitted diseases 
increases the occurrence of vulvovaginitis. The 
symptoms include vulvar irritation, dysuria, vaginal 
discharge with or without odour and labial erythema. 
Laboratory findings show a change in vaginal PH. 
Microscopic examination of vaginal secreations may 
show characteristic yeast forms, clue cells or 
triehomonads. 

Bacterial vaginosis: 

Epidemiology. Bacterial vaginosis (BV) is the 
most common causes ot vaginitis in women of child 
bearing age. It has been diagnosed in 17-19% of women 
seeking gynaecologic care in family practice. The 
prevalence increases to 24-o7% in women attending 
STD clinics, it has been observed in 16-29% of pregnant 
women. Gardnerella vaginal lis has been found in 10- 
31% of virgin adolescent girls but is found more 
frequently among sexually active women reaching a 
prevalence of 50-60% in some at risk populations. 

Pathogenesis and pathology. BV is a result of 
massive overgrowth of mixed flora, including 
peptostreptococci, bacteriodes spp, G. vaginalis, 
mobiluncus spp. and genital mycoplasma. There is little 
inflammation and the disorder represents a disturbance 
of vaginal microbial ecosystem rather than a true 
infection of tissues. The overgrowth of mixed flora is 
associated with a loss of the normal lactobacillus spp. 
dominated vaginal flora. 

Clinical features and diagnosis : Upto 50% ot 
patients of BV may be asymptomatic. An abnormal 


fl oc c u lar 


P ractitioner's Colurnn 

' • nudnriie malodourous, fishy and infrequently 

vaginal d'seharge. rn; d suria a nd dyspareurta 

profuse may be seet . " . . non -viscous. 

are rare. Examination, 0, Cn r( . Vhe clinical diagnosis 
pravish white adherent discharge. TI . 

of BV can reliably be made in the presence of at least 

the follow ing objective criteria. 

adherent, white, non 

homogeneous discharge. 

Positive amine test, with release ; - 
odour on addition of 10% KOH to vagina 

secretions. 

- Vaginal PH>4.5 and 

. Presence of clue cells on light microscopy. 

Complications. BV remains a risk fac > or ( " r 
HIV. It also leads to following more common obstetric 
and gynaecological complications. 


Gynaecologicalconi plications 

Post-abortion fever 
Post-hystrectomy fever 
Cuff infection 

Chronic mast cell endometritis. 
Cervical inflammation and low grade 
dysplasia 


Trichomoniasis: 

Epidemiology: A world-wide distribution ol 
approximately 180 million annual cases is known. Hie 
infection is diagnosed in about 5% of women in family 
planning clinics, 13-25% of women attending Gynaec 
Clinics, in 50 - 75 % of prostitutes and in 7-35% ot women 
in STDclinics. 

Pathogenesis and pathology: Sexual 
transmission remains the main mode ot introduction ol 
causative organism trichomonas vaginalis into the 
vagina. T. vaginalis was identified in urethra of 70% ol 
men after contact with infected women within previous 
48 hours. A high prevalence of gonorrhaea is seen with 
trichomoniasis and both infections are significantly 
associated with non barrier method of contraception. 
Recurrent trichomoniasis is common and indicates lack 
of significant protective immunity. T. vaginalis destroyes 
the epithelial cells by direct cell contact and cytotoxicity. 
The urethra and Skene's glands are infected in the 
majority ot patients and organisms are occasionally' 
isolated from the bladder in urine. 

Prevention: Barrier contraception efficiently 
prevents sexual transmission of triehomonads. 
Spermicidal agents like non-oxynon-9 also reduces 
transmissions. Re-infection of women is common and 
simultaneous treatment of sexual partner becomes 
mandatory. 

Clinical features: Infection with 1 
women ranges from an asymptomatic carrier state to 
severe acute inflammatory disease. Vaginal discharge is 
reported by 50-75% of women with trichomoniasis. 
However, discharge is not always malodorous, yellow 
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icen, liotliv .iikI frequently grayish while. 25-50% 
pal ion is complain of prurilis w hich is often sev ere. ()lher 
s> m [Moms iiidi kIc dy spareuna. dysuria and r<iroI\ 
Irequcnev itf micturition. Less than 10% patients 
complain of lower alxlominal pain which should draw 
the attention to concomitant salpingitis caused In other 
organisms. Symptoms appear during or immediately 
after menstruation. Vul\ar erythema is seen in 10-33% 
cases. Vagina! walls are erythematous and in severe cases 
ma\ he granular in appearance. Punctate haemorrhages 
(Colpitis macularis) ol the cervix gives it a strawberry 
like appearance. In 1-2% cases this is apparent on naked 
eve examination (nit on colposcopy can he seen in 45% 
cases. If untreated it is associated with PROM and 
prematurity Trichomoniasis is reported to facilitate I IIV 
transmission. 

Vulvovaginal candidiasis (V V C ): Candida spp. are 
now found to be the second commonest cause oI vaginal 
infections. It is estimated that 7>% of women experience 
at least one episode of \ \ C during their child bearing 
v oars and approximately 40-50% experience a second 
attack. Around 5% adult females suffer from repeated, 
recurrent and often inti actable episodes of Candida 
vaginitis. C andida spp. may be isolated from the genital 
tract of around 2u%ol asymptomatic healthy women of 
child bearing age. factors associated w ith increased rates 
ol asv diplomatic vaginal colonization w ith Candida spp. 
arc pregnanev. use of oral contraceptives and un¬ 
controlled diabetes mellitus. The hormonal dependence 
of V VC is understood by rarity of candiaspp. isolation in 
premenarchal mi ls and post-menopausal women. 

Pathogenesis and pathology : About 85-90% ot 
vcasl isolated from the v agina arecandia albicans strain. 

I he other strains seen are Candida glabra la and Candida 
tropicalis. Germination of Candida spp. enhances 
colonization and facilitates tissue invasion, factors like 
estrogen therapy and pregnancy enhance germination 
and tend to precipitate symptomatic vaginitis. Candida 
organism gains access to the vaginal lumen 
predominantly from the adjacent perianal area. 

Clinicalfeatures: I he most frequent symptoms 
of VAC is vulvar prurilis. Vaginal discharge is 
frequently minimal, described as typically cottage 
cheese like in character and may vary from watery to 
homoeeneousi\ thick. Vaginal soreness, irritation, 
dyspareunia external dysuria and vulvar burning are 
coni inonIv present. Odor it present is minimal and non 
offensiv e. 

On examination, ery thema and swelling ot the 
labia and vulva is seen with discrete pustulopapular 
peripheral lesions and linear fissures. I lie cervix is 
normal and vaginal mucosal erythema with adherent 
whitish discharge is present. VVC is readily diagnosed 
bv simple microscopic examination of vaginal 
secreations. A wet mount or saline preparation has 40- 
60% sensitiv ity. 10% k( )11 preparation is more sensitive 
in diagnosing the presence ot germinated y east. Vaginal 
PH remains normal (4.0-4.5) in Candida infection 


whereas PI I in excess of 4.5 should suggest possibility of 
bacterial vaginosis (BV). trichomoniasis or mixed 
infection. 

Cervicitis: 

Purulent exudates in the cervical os has been 
highly associated with cervical infections with 
Chlamydia, trichomonas. N. gonorrhoea, herpes simplex 
and cytomegalovirus. Many a times mucopurulent 
endocervicitis and ectocervicites arc seen in absence of 
these pathogens indicating that additional unrecognized 
causes exist. Risk factors of cervilis include young age 
unmarried status, lower socio-economic status, number 
and recent change of sexual partner, ectopv, o r;i | 
contraceptive use and concurrent gonococcal infection 
C linicalfeatures and diagnosis 

Cervicitis is frequently asymptomatic and k 
detected on routine pelvic examination. Cervical 
inflammation is seen because of signs and symptoms of 
concomitant infections like vaginal trichomoniasis 
genital herpes or salpingitis. Mucopurulent cervicites 
results in purulent vaginal discharge and endocerviciik 
results in swelling and erythema of the zone of ectopv 
associated w ith friability, contact bleeding, spotting anil 
a yellow or green endocervical exudates. Trichomoniasis 
is associated with ectocervical squamous epithelial 
mucosal inflammation giving the cervix a strawberry 
appearance due to microscopic focal patchy petechia 
(colpitis macutaris) in 5-20% of patients. Women with 
cervicitis may present with associated fever, chills and 
uterine tenderness. Women who use an IUCD are prone 
to infections with actinomy cetes. 10-30 
polymorphonuclear leukocytes per oil immersion field 
on gram stain of cervical discharge are essential for 
diagnosis of cervicitis. Ligase chain reaction (LCR) and 
polymerase chain reaction (PCR) tests for rapid 
diagnosis of cervicitis by C. trachomatis and N. 
gonorrhea are as well essential. 

Complications: Cervicitis caused by 
Chlamydia or gonorrhea infection progresses to PID in 
10-40% cases. The other known complications are Fitz- 
Hugh-curtis syndrome or perihepatitis, post partum 
endometritis, post abortion infection, premature rupture 
of membranes, preterm labour and small for gestational 
age infants. Infection acquired by infant during delivery 
leads to pneumonia in 40-50%. nasopharyngeal infection 
and opthalmia neonatorum. 

Prognosis and prevent ion 

10_40% of cervicitis cases caused bv 
gonococcal and chiam vdial infection can progress to PID 
and inturn infertility. All sexual partners of the patients 
should be promptly treated. Effects of untreated 
cervicitis in pregnant women and neonates can be 
minimized by screening and prompt treatment of high 
risk pregnant women when seen antenatally. 
Ervthromvcin ointment or silver nitrate eye drops are 
helpful in prophylaxis against opthalmia neonateoruin. 
Conclusion 

Lower reproductive tract infections 
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Colorectal cancers are the third most common cancer in both men 
and women, ranking below prostate and lung cancers in men and helnu 
breast and lung cancers in women. Cancers of the colon and rectum wer . 
predicted to number 148,300 (11.5% of the total patients Imin! 
malignancies).. The incidence of colon cancer rises with incrcasim* aee' 
555.000 people were expected to die of cancer even \ ear and about |(p' 

of them die because of cancers of the colon or rectum.' Only lung cancer 
causes more cancer-related deaths. 

By definition, the term screening generally refers to the testing of 
asymptomatic persons in a large population. Any method by whiduh e 
disease is detected in a normal person is termed as screening. It involves 
the testing ofa large population to identify persons who are likely to have a 
specific disease, preferably before it has reached the point where it jl 
manifested clinically. The value of a screening test depends on main 
factors, including benefits, costs, evidence of its effectiveness, and patient 
preference and the complications encountered. Many different screening 
tests are available for colorectal cancer screening, and each meets these 
criteria to different decrees. 

~ s_ 

$e\ era I guidelines are available to assist the attending physicians 
in deciding how to screen for colorectal cancer. The population to be 
screened includes persons aged 50 to 80. I he risk of colorectal cancer in 
persons younger than 50 years is too low to justify widespread testinu a 
conclusion supported by a recent retrospective evaluation of patients in 
Indianapolis 1 . Although there is less evidence about when to stop 
screening, it is generally accepted that the potential survival benefit of 
early detection of adenomatous polyps in persons older than 80 \ears is 
small because of an increased likelihood of death from concurrent illness 

These age guidelines apply only to patients v\ ho do not have other 
factors that increase their risk of colorectal cancer. Patients with certain 
health criteria are known to be at higher risk than the general population 
and should be tested at an earlier age. Those with a personal history of 
adenomatous polyps or colorectal cancer require more aggressive 
surveillance. Patients with an immediate family history of these 
conditions are more likely to have colonic neoplasms, especially if their 
relatives are known to have genetic syndromes (eg., familial 
adenomatous polyposis, hereditary nonpoly posts colorectal cancer,). 

Patients with such symptoms as rectal bleeding or those with 
other gastrointestinal disorders, such as inflammatory bowel disease 
(Ulcerative Colitis), may be at increased risk: testing should be chosen on 
the basis of individual history . In general, colonoscopy is considered the 
examination of choice for persons believed to be at increased risk of 
colorectal cancer. 

*:• * ‘ ; [ ■ / ‘ ;■ i T i 

For most patients who are at average risk, there are a number of 
acceptable alternatives. After appropriate discussion of the benefits, risks, 
and costs of each approach, the attending clinician and patient can choose 
from these options: ;} 

(1) a fecal occult blood test annuallv 

"’Si 

(2) a rigid sigmoidoscopy/ 60-cm flexible every 5 years. 

(3) a combination ofa fecal occult blood test annually and a 60-cm 
flexible/rigid sigmoidoscopy every 5 years 

<4) total colon evaluation usine colonoscopy, flexible 

v f *■ 
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•worn w ilh fluoroscopic barium, or doub c- 
signioKloscopy rv 5 years. I be 

coiurasl barium enema - dies 

I. C ■ S. I (I n s 1 11 u t e o I C h n 1 e ^ 

'T^mn'everv t io .0 yea'rs. bu. several other 
c0 ,!°’ ,. Jincluding the revised US Preventive Ser\ ices 

references, inc £ . vca rs is most 

Task Force guidelines , state that iu ><-oi. 
appropriate'^ js , ell (0 inadequate for 

m 1 ,... son (e B „ poor visualization), it should be done a 
'•co'nd time or a different test should be performed 
Positive findings include the presence of blood identified 
, I occl di blood test or the visualization of an 

b - v ^ polvp. and source of bleeding, or 

w^uia-* »nd 

nolvns are not believ cd to be precursors to cancel. 

P ' The "oal of colorectal cancer screening is to 

identify cancers and polyps or mucosal masses in the 
colon and rectum. Hyperplastic P ol>|w are the mos 
eoinmon nonneoplastic poly ps. comprising It) . to 30 
, all polvp*. I hey are small in size usually « 0 .s cm m 
diameter). occur mostly in the distal sigmoid and rectum, 
•ind are of no clinical importance. Other benign polyps 
include mucosal lags and lipomas. When a polyp 5 mm in 
diameter or smaller is seen during flexible 
si»moidoscopv. an attempt should be made to obtain a 
biopsv specimen. If this elfori is unsoccesslo or it 
n ithoUvic assessment confirms that the polyp is 
adenomatous, the patient should be referred lor 
colonoscopy at the earliest. Because the size ot a lesion 
correlates positively with the risk of cancer, patients with 
a polyp larger than 10 mm also should be sent tor 
colonoscopic visualization of the entire large bowel and 
excision of the lesion. Patients with a polyp of 
intermediate size should be referred for colonoscopy or 
have a biopsy specimen obtained. I fa pol\ p is found to be 
hyperplastic on biopsy, no further treatment is needed. 
Abnormal results ol a tecal occult blood test 01 
suspicious findings on double-contrast barium enema 

also should lead to colonoscopy. 

Of all polyps found during colonoscopy, 50% to 

70% are adenomatous polyps (adenomas), which are 
generally premalignant or neoplastic. Only about one 
third of adenomas are proximal to the splenic flexure; 
tills proportion increases with age. It is generally 
accepted that more than 95% of colorectal cancers arise 
in benign adenomatous polyps that develop in the large 
how el over several years. This malignant transformation 
is often called the adenoma-carcinoma sequence, a term 
that was first used in 1951. Most adenomas remain 
benign. Each year, only 2.5 polyps per 1,000 turn 
malignant. The malignant transformation occurs slowly 
over an average of 10 years, and the risk of malignant 
transformation correlates with a polyp's size. Polyps 
larger than I cm are more likely to contain high-grade 
dysplasia or cancer and to be accompanied by other 
adenomas or cancer el sew here in the colon 

‘ ‘Methods of .screening in colorectal cancers 


There ore different methods by which screening 
is done .'nd each has its own merits and dements as 

discussed » loccult IiI() <)|)rFST 

The detection of blood in stools is one of the 

normal individuals is 0.5±0.4 ml/day 1 110 'T 'T,'hVooc' ’Xs 
level which separates basal l om pat htr^ogtcal blood h . 
hut usually the test will detect losses oI more n 
I Oml/day Because cancer and polyps bleed more than 
nor m a I colon i c mucosa, the fecal occult blood test ol.cn 
is used as a screening tool. This test depends on the 
oxidative conversion of a colorless compound to a 
colored one (blue) in the presence ot the 

pseudoperoxidase activity of hemoglobin. 

Patients submit six local smears on gua at- 
impregnated paper from three consecutive stools In a 
developing country like India the sample collected is 
directly brought to the laboratory, as dipstick method is 
not used frequently. The detection of blood means that 
the likelihood of colorectal cancer is higher than normal 
and requires further investigation, usually by more 
invasive methods like colonoscopy. Five prospective 
controlled studies involving 320,000 persons have 
shown that the fecal occult blood test leads to a l>%to 
43% reduction in the mortality rate. However, it has low 
sensitivity for detecting precancerous polyps, especially 
small ones. 1 ' False-positive test results can occur when 
foods containing hemoglobin arc consumed or when 
there is gastrointestinal bleeding from another source 
(e.g.. hemorrhoids, gastropathv caused by use ot 
nonsteroidal anti-inflammatory drugs). False-negative 
test results are most likely to happen it the test is 
performed when the polyp or neoplasm is not bleeding, 
but they can also be caused by the interference ot 
antioxidants (e.g., ascorbic acid) w ith test reagents. The 
chemicals in toilet cleaners also can damage the i eagents. 
Recommendations to decrease the frequency ot 
inaccurate results are listed below. 

1 . Collect samples from 3 consecutive bowel 
movements on different days. 

2. Do not collect sample if blood is v isible in stool 
or urine (e.g., from menstruation, hemorrhoids) or 
patient has bleeding from gums or has used dental tloss. 

3. Collect sample before contact with toilet water. 

4 . Return sample to laboratory as quickly as 
possible. 

5 . Protect sample from heat, light, and volatile 
chemicals (e.g., toilet cleaners). 

Drugs 

6 . Avoid nonsteroidal anti-inflammatory drugs for 
7 days and vit C supplements before and during stool 
collection period. 

7. Acetaminophen can betaken it required. 

Diet 

8 . Avoid red meats, horseradish, spinach, 
cauliflower, bananas and citrus fruits and juices for 3 
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da> s before and during stool collection period. 

9. Eat a well-balanced diet that includes fiber, such 
as bran cereals, fruits, and vegetables. 

rhe advantages of the test arc that it is 
Inexpensive, has High patient acceptance, has shown to 
reduce mortality and can detect lesions in even in 
proximal colon, flic disadvantages are that False¬ 
positive results may lead to unnecessary colonoscopy, it 
is Insensitive to precancerous polyps, it has significant 
false-negative result rate and is Unable to distinguish 
colonic bleeding from source elsewhere in 
gastrointestinal tract like angiodysplasia or diverticular 
diseases. 

2. FLEXIBLE/RIG ID SIGMOIDOSCOPY 

This examination allows direct visualization of 
the distal colon and provides an opportunity to obtain 
biopsy specimens of suspicious lesions. With appropriate 
training, primary care physicians can safely and 
effectively use the 60-cm sigmoidoscope in their clinics, 
resulting in greater convenience and acceptance by 
patients. The techniques involved are well described by 
Johnson'. In Kashmir we are still using the rigid 
sigmoidoscope in most of our centers. Patient 
preparation most often involves the use of one or two 
sodium phosphate enemas (often self-administered prior 
to the hospital visit), but one study suggested that use of 
an oral sodium phosphate preparation resulted in a 
superior-quality endoscopic examination. Allowing the 
patient only liquids one day prior to the examination 
helps in having a clean distal bowel. 

Up to 60% of colon cancers in the distal bow el 


are identified using this technique. Nearly all cancers and 
polyps larger than 1 cm in diameter and smaller polyps 
can be seen. Cohort and case-controlled studies have 
shown that screening sigmoidoscopy can reduce deaths 
from distal cancers by 60% to 85%. When adenomatous 
polyps or cancers are found, further diagnostic 
evaluation of the entire colon is indicated/’ 1 

ft is sometimes recommended that the fecal 


occult blood test and sigmoidoscopy be combined in a 
screening program because they seem to complement 
one another. The fecal occult blood test can detect some 
lesions in the proximal colon that are beyond the reach of 
the sigmoidoscope, and the latter can find many polyps 
or nonbleeding cancers that are missed by the former. ‘ 

I he advantages of sigmoidoscopy are Moderate 
cost, can often be performed by patient's primary care 
ph> sician. Shown to reduce disease and death from distal 
cancers, Preparation is well-tolerated and Specimens of 
lesion can be obtained for biopsy. The disadvantages are 
Unable to detect lesions proximal to splenic flexure 
(about 40% of colon cancers, Not as well suited as 
colonoscopy for removal of polyps (especially larger 
ones). Bowel perforation is a potentially serious but rare 
complication which can he minimized by advancing the 
cope under vision especially at the sites of bends in the 
rectum and sigmoid. Cramping and bloating are common 
etlects reported by the patient, which cause some 


discomfort. 

3. DOUBLE-CONTRAST BARIUM ENEMA 

The double-contrast barium enema is favored 
for detection of small mucosal lesions. In this procedure 
which is also called an air-contrast barium enema, air k 
inserted after most of the barium has been removed from i 
the gut. A thin layer of barium sticking to the distended 
colonic walls delineates and even small lesions can be 
detected. For evaluation of colonic obstruction thin 
single-contrast barium study is better. Sensitivity of thj s / 
method depends on the size of the lesion. 50% to 80% 0 f I 
polyps less than I cm in diameter and 70% to 90% 0 f 
polyps I cm or larger can be visualized. 

Although no studies have evaluated whether 
screening by barium enema alone reduces death from.I 
colorectal cancer, the ability of the barium enema to find 
polyps has led to its inclusion as a screening option in 
guidelines addressing (his topic. It is recommended for 
use every 5 years in an asymptomatic population. As with 
the fecal occult blood test and sigmoidoscopy, further 
diagnostic evaluation of the colon by other means is 

necessary if abnormalities are found .. The major 

disadvantage is that you cannot take the biopsy of a 
lesion if and when detected for which the patient needs 
more invasive procedures. 

4. COLONOSCOPV | 

A full colonic assessment is best accomplished 
by colonoscopy, which was introduced in the early 
1970s. The degree of visualisation varies with the 
experience of the endoscopist and the adequacy of bowel 
preparation. The cecum can be reached in up to 98% of 
examinations and the whole large colon can be 
visualised. Patients who are not taking diuretics and do 
not have renal, cardiovascular, or electrolyte disorders 
can safely prepare for the test by ingesting an oral sodium 
phosphate solution the day before and the day of the test. 
Patients w ith risk factors for these disorders should use a 
safer, albeit less palatable, oral lavage preparation, such 
as Polyethyleneglycol. 

Although no studies have shown that screening 
with colonoscopy reduces the number of deaths from 
cancer, it is often considered the “gold standard" among 
tests that look for lesions within the colon. An 
investigation conducted at 13 Veterans Affairs medical 
centers and involving more than 3,000 patients 
confirmed that colonoscopic screening could be a useful 
tool to detect neoplasms in asymptomatic adults. 12 

One of the most cited articles supporting the 
efficacy of colonoscopy and polypectomy in reducing 
colorectal cancer is the 1993 report of the National Polyp 
Study “. In the study, excision of adenomas reduced the 
incidence of cancer by 76% to 90% compared with three 
different reference groups. 

It has been suggested that colonoscopy is the 
screening test of choice. However, there are several 
barriers to the w idespread use of colonoscopy for 
screening in the general population: it usually requires 
sedation, has higher risks (e.g., perforation of the bowel. 
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—■ " ” 7 \ tivm other screening techniques, 

reaction to « da,l ' e ^ endosco py room, and is more 
must be P er |her tests discussed in this article. In 

expensnc »" , lo wait for a longer period ot 

our valley the pat ents ^ avai | ab le at only some 

centers^The parents also dislike the bowel preparation 

required 1°”^ ofsc ,- e eni.tg forcolorectal cancers 

Althouah the value of screening for colorectal 
-..nlrallv accepted. a number ol questions 
cancer , There is increasing support in the literature for 
use Uf"colonoscopy as the screening e^minauon of 
hoice even with the associated increase in cos and 
L .1 -nmol i cat ions u . Funding issues need to be 
p jj‘"s“ d because adoption of this procedure for 
screening is limited by the incurrence of cost m its use m 

an asjmptomah scree ning methods, such as 

computed tomographic colography (virtual 
colonoscopy)' 7 and testingofstool specimens lor genetic 


Comment 

make regular testing ^ colorec.al canccr 

even attractive to i P definitions of many of 
molecular biology have led . ° , prog resston from 

Of diagnosis." Albumin has also boensoggesed . 
alternative feacal marker as it is«s y lost » ‘ 

case of tissue or capillary damage Recently plasma 
C ;r,t a antitrypsin is being investigated as a possdd 

marker 1 " for screening. The tumour speedic an gtn 
Carcinoembryonic antigen is a.so Jo a 

screening role as well as a prognostic role. V. hatever 
approach is taken, it seems clear that screening lo, 
colorectal cancer has a definite vole to play and can 
disease and saves lives. 
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influenza Viruse s 

iniliii'nyn viruses are 


• pleomorphic, enveloped, with segmented ne^.ive- 



based on two proteins on the surface different HA subtypes 

and 9^ 

possible. Subtypes of influenza;^ in fl UC nza A subtype 

surface proteins. For example, an H7N2 virus N ,.. • rushasan HA5 

that has an HA 7 protein and an N A 2 protein. Similarly an H5NI 
prorein and an NA 1 protein. Only some influenza A subtype, (u. 

H3N2) are currently in general circulation among pei p , in( i mN|« viruses 

most commonly in o.her animal species. For example H7N7 and 3N8 vn««.s 
cause illness in horses. Influenza B v,ruses are normally ound otdy n humans. 
Unlike influenza A viruses, these viruses are not dassihed accordmt - >P^ 

Although influenza type B viruses can cause human epidemics. they have not cau. cO 
pandemics innuenz^ type C v,ruses cause mild illness in humans and do not cause 
epidemics or pandemics. These viruses are not classified according to sub > p • ^ 

Influenza B viruses and subtypes of influenza A virus are further 
characterized into strains. There are many different strains of influenza B viruses and 
of influenza A subtypes. New strains of influenza viruses appear and replace older 
strains. Influenza viruses can change in two different ways. One type * called 
“antigenic drift," which occurs through small changes in the virus that happen 
continually over lime. Antigenic drift produces new virus strains that may not be 
recognized by antibodies to earlier influenza strains. This process works as follows, a 
person infected w ith a particular flu virus strain develops antibody against that virus. 
As newer virus strains appear, the antibodies against the older strains no longer 
recognize the “newer" virus, and infection with a new strain can occur. This is one ot 
the main reasons why people can get the flu more than one lime. In most years, one or 
two of the three virus strains in the influenza vaccine are updated to keep up w ilh the 
changes in the circulating flu viruses. For this reason, people who want to be 
immunized against influenza need to receive a flu vaccination even year ihe other 
type of change is called “antigenic shift." Antigenic shift is an abrupt, major change 
in the influenza A viruses, resulting in a new influenza virus that can infect humans 
and has a hemagglutinin protein or hemagglutinin and neuraminidase protein 
combination that has not been seen in humans for many years. Antigenic shift results 
in a new influenza A subtype. If a new subtype of influenza A virus is introduced into 
the human population, most people have little or no protection against the new virus, 
and if the virus can spread easily from person to person, a pandemic (worldwide 
spread) may occur. Influenza viruses are changing by antigenic drill all the time, but 
antigenic shift happens only occasionally. Influenza type A viruses undergo both 
kinds of changes; influenza type B viruses change only by the more gradual process 
of antigenic drift. 

Humans can be infected with influenza types A, B, and C. However, the 
only subtypes of influenza A virus that normally infect people are influenza A 
subtypes H1NI. H1N2. and H3N2. Between 1957 and 1968, H2N2 viruses also 
circulated among people, but currently do not. Only influenza A viruses infect birds. 
Wild birds are the natural host for all subtypes of influenza A virus. Typically w ild 
birds do not get sick when they are infected with influenza virus. However, domestic 
poultry'* such as turkeys and chickens, can get very' sick and die from avian influenza, 
and some avian viruses also can cause serious disease and death in wild birds. 

H5 and H7 subtypes of avian influenza A viruses can be further class! lied 
as either highly pathogenic avian influenza (HPA1) or low pathogenic avian influenza 
(LPAI). This distinction is made on the basis of genetic features of the \ inis. HPAl is 
usually associated with high mortality in poultry . IIPAI viruses can kill 90 to 100°o ot 
infected chickens, whereas LPAI viruses cause less severe or no illness if they infect 
chickens. Because LPAI viruses can evolve into HPAl v iruses. outbreaks of 115 and 
H7 LPAI are closely monitored by animal health officials. 
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Influenza pandemics 

An influenza pandemic is a global outbreak or disease 
that occurs when a new influenza A virus appears or “emerges” in 
the human population, causes serious illness, and then spreads 
easily from person to person worldwide 1 . Pandemics arc different 
from seasonal outbreaks or "epidemics” of influenza. Seasonal 
outbreaks arc caused hy subtypes of influenza viruses that already 
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Figure /. Showing Structure of Influenza Virus 


circulate among people, whereas pandemic outbreaks are caused 
by new subtypes, by subtypes that have never circulated among 
people, or by subtypes that have not circulated among people for a 
long time. Past influenza pandemics have led to high levels of 
illness, death, social disruption, and economic loss. A pandemic 
can start when three conditions have been met; a new influenza 
virus subtype emerges; it infects humans, causing serious illness: 
and it spreads easily and sustainably among humans. The H5N1 
virus amply meets the first two conditions: it is a new virus for 
humans (H5NI viruses have never circulated widely among 
people), and it has infected more than 100 humans, killing over half 
of them. No one will have immunity should an H5NI-like 
pandemic virus emerge. All prerequisites for the start of a 
pandemic have therefore been met save one: the establishment of 
efficient and sustained human-to-human transmission of the virus. 
The risk that the H5NI virus will acquire this ability will persist as 
long as opportunities for human infections occur. These 
opportunities, in turn, will persist as long as the virus continues to 


. change in influenza A viruses. These changes arc caused bv 
combinations of the HA and/or NA proteins on the surface of*!* 
virus. Changes results in a new influenza A virus subtynJv c 
appearance of a new influenza A virus subtype is the first 
toward a pandemic; however, to cause a pandemic, the new S ' Cp 
subtype also must have the capacity to spread easily from ners^^ 
person. Once a new pandemic influenza virus emerge 00,0 
spreads, it usually becomes established among people and m ** 
around or “circulates” for many years as seasonal cpidemi^'! 
influenza. The U.S. Centers for Disease Control and Pre^c 
(CDC) and the World Health Organization (WHO) have ? 05 
surveillance programs to monitor and detect influenza a .■ * 
around the world, including the emergence of possible nma ^ 
strains of influenza virus. w Premie 


The risk of pandem ic influenza is serious Wiih tu 
H5N1 virus now firmly entrenched in large parts of Asia, the -7 
that more human cases will occur will persist. Each addin™?i 
human case gives the virus an opportunity to improv* * 
transmissibility in humans, and thus develop into a pande !• 
strain. The recent spread of the virus to poultry and wild bird?** 
new areas further broadens opportunities for human cases to oe* ^ 
While neither the timing nor the severity of the next pandemic cT 
be predicted, the probability that a pandemic will occur h 
increased. There are several other causes for concern nas 


• When compared with H5N1 viruses from 1997 
and early 2004, H5N1 viruses now circulating are 
more lethal to experimentally infected mice and to 
ferrets and survive longer in the environment. 

* H5N1 appears to have expanded its host ranee, 
infecting and killing mammalian species 
previously considered resistant to infection with avian 
influenza viruses. 


H10N4 



C 1 


• Domestic ducks can now excrete large quantities of hiehlv 
pathogenic virus without showing signs of illness, and arc Jl 
acting as a silent * reservoir of the virus, perpetuating transmission 
to other birds. This adds yet another layer of complexity to contr l 

eflorts and removes the warning signal for humans to avoid ristv 
behaviors. 


H1N1, H2N2 
M3N2 
H5N1. H0N2. 
H7N7 


H1N1, H1N2, 
H3N2, K4NB 
H5N1 


K3M2, H13N9 


Figure 2. Depicting Diverse Influenza Ecology : 


circulate in birds, and this situation could endure for some years to 
come. 

Pandemic viruses emerge as a result of a process 
called "antigenic shifl,” which causes an abrupt or sudden, major 


•The behavior of the virus in its natural reservoir 
wild waterfowl, may be changing. The spring 2005 die¬ 
off of upwards of 6,000 migratory birds at a nature 
reserve in central China, caused by highly pathogenic 
H5N1, was highly unusual and probably unprecedented. 

In the past, only two large die-offs in migrator)' 
birds, caused by highly pathogenic viruses, are known to 
have occurred: in South Africa in 1961 (H5N3) 

j and in Hong Kong in the winter of 2002-2003 
I (H5N1). 

During the 20th century, the emergence of 
several new influenza A virus subtypes caused three 
pandemics, all of which spread around the world within a 
year of being detected. 

• 1918-19,“Spanish flu,” [A (H IN I)], caused 
the highest number of known influenza deaths. 
(However, the actual influenza virus subtype 
was not detected in the 1918-19 pandemic). 
More than 500,000 people died in the United 
States, and up to 50 million people may have 
died worldwide. Many people died within the 
first few days after infection, and others died of 
secondary complications. Nearly half of those 
who died were young, healthy adults. 
Influenza A (H1N1) viruses still circulate 
today after being introduced again into the 
human population in 1977. 


• 1957-58, “Asian flu,” [A (H2N2)), caused about 
70,000 deaths in the United States. First identified in 
China in late February' 1957. the Asian flu spread to the 
United States by June 1957. 
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contaminated with virus. People, vehicles, and other inanimate 
objects such as cages can be vectors lor the spread of influenza 
virus from one farm to another. When this happens, avian influenza 
outbreaks can occur among poultry 4 . Avian influenza outbreaks 
among poultry occur worldwide from time to time. Since 1997, for 
example, more than 16 outbreaks of H5 and H7 influenza have 
occurred among poultry in the United States. The U S. Department 
of Agriculture monitors these outbreaks. Low pathogenic forms of 
avian influenza viruses are responsible for most avian influenza 
outbreaks in poultry. Such outbreaks usually result in either no 
illness or mild illness {c.g., ruffled feathers, chickens producing 
fewer or no eggs), or low levels of mortality. When highly 
pathogenic influenza H5 or H7 viruses cause outbreaks, between 
90% and 100% of poultry can die from infection. Animal health 
officials carefully monitor avian influenza outbreaks in domestic 
birds for several reasons: 

the potential for low 1 pathogenic H5 and H7 viruses to 
evolve into highly pathogenic forms 
the potential for rapid spread and significant illness and 
death among poultry during outbreaks of highly 
pathogenic avian influenza 

the economic impact and trade restrictions from a highly 
pathogenic avian influenza outbreak, 
the possibility that avian influenza could be transmitted 
to humans 

When avian influenza outbreaks occur in poultry, 
quarantine and depopulation (or culling) and surveillance around 
aff ected flocks is the preferred control and eradication option. 

Is it safe to eat poultry and poultry products? 

The answer is yes. though certain precautions should be 
followed in countries currently experiencing outbreaks. In areas 
free of the disease, poultry and poultry products can be prepared 
and consumed as usual (following good hygienic practices and 
proper cooking), with no fear of acquiring infection with the H5N1 
virus. In areas experiencing outbreaks, poultry and poultry 
products can also be safely consumed provided these items are 
properly cooked and properly handled during food preparation. 
The H5NI virus is sensitive to heal. Normal temperatures used for 
cooking (7(TC in all parts of the food) will kill the virus. 
Consumers need to be sure that all parts of the poultry' are fully 
cooked (no "pink" parts) and that eggs. too. are properly cooked 
(no "runny" yolks). In areas experiencing outbreaks in poultry', raw 
eggs should not be used in foods that will not be further heat- 
treated as. for example by cooking or baking. Avian influenza is not 
transmitted through cooked food. To date, no evidence indicates 
that anyone has become infected following the consumption of 
properly cooked poultry or poultry' products, even when these 
foods w ere contaminated with the H5N1 virus. 

Avian Influenza Infection in Humans 

Although avian influenza A viruses usually do not infect 
humans, more than 100 confirmed cases of human infection with 
avian influenza viruses have been reported since 1997'. For 
example, the World Health Organization (WHO) maintains 
situation updates and cumulative reports of human cases of avian 
influenza A (H5N1). Most cases of avian inlluenza infection in 
humans arc thought to have resulted from direct contact with 
infected poultry' or contaminated surfaces. However, there is still a 
lot to leam about how different subtypes and strains of avian 
influenza virus might affect humans. For example, it is not known 
how the distinction between low pathogenic and highly pathogenic 
strains might impact the health risk to humans. Because of 
concerns about the potential for more widespread infection in the 
human population, public health authorities closely monitor 
outbreaks ol human illness associated with avian inlluenza. To 
date, human infections with avian influenza A viruses detected 
since 1997 have not resulted in sustained human-to-human 
transmission. However, because influenza A viruses have the 
potential to change and gain the ability to spread easily between 


people, monitoring for human infection and person-to-n * T~ 
transmission is important. Theoretically, influenza A viruses 
hemagglutinin against which humans have little or no irnm ' • 
that have rcassorted with a human influenza virus arc more iT'^ 
to result in sustained human-to-human transmission and pand • 
influenza, ( herefore, careful evaluation of influenza* v Cmic 
recovered from humans who are infected with avian influcn^* 
very important to identify rcassortment if it occurs Confi ^ ** 

instances of avian influenza viruses infecting humans since m2! 
include: 

H5NI. Hong Kong, Special Administrative R ceifi 
1997: Highly pathogenic avian influenza A (Hsur 
infections occurred in both poultry and humans Th * 
was the first time an avian influenza A virus Iransmis ■ 
directly from birds to humans had been found [w 0tl 
this outbreak, 18 people were hospitalized and six of 
them died. To control the outbreak, authorities killed 
about 1.5 million chickens to remove the source of th 
virus. Scientists determined that the virus snre H 
primarily from birds to humans, though rare pcrson-i 
person infection was noted, *°* 

H9N2, China and Hong Kong, Special Administrative 
Region, 1999: Low pathogenic avian influenza A 
(H9N2) virus infection was confirmed in two childre 
and resulted in uncomplicated influenza-1 ike illne " 
Both patients recovered, and no additional cases were 
confirmed. The source is unknown, but the evidence ! 
suggested that poultry was the source of infection and 
the main mode of transmission was from bird to human 
However, the possibility of person-to-person 
transmission could not be ruled out. Several additional 
human H9N2 infections were reported from China i. 
1998-99. ain 

H7N2, Virginia. 2002. Following an outbreak of HTN2 
among poultry in the Shenandoah Valley poultry 
production area, one person was found to have serolopic 
evidence of infection with H7N2. 6 

H5N1, China and Hong Kong, Special Administrative 
Region. 2003: Two cases of highly pathogenic avian 
influenza A (H5NI) infection occurred among members 
of a Hong Kong family that had traveled to China. One 
person recovered, the other died. How or where these 
two family members were infected was not determined 
Another family member died of a respiratory illness in 
China, but no testing was done. 

H7N7, Netherlands. 2003: The Netherlands reported 
outbreaks of inlluenza A (H7N7) in poultry on several 
farms. Later, infections were reported among pigs and 
humans. In total. 89 people were confirmed to have 
H7N7 influenza virus infection associated with this 
poultry outbreak. These cases occurred mostly among 
poultry workers. H7N7-as$ociated illness included 78 
cases of conjunctivitis (eye infections) only; 5 cases of 
conjunctivitis and influenza-like illnesses with cough, 
fever, and muscle aches; 2 cases of influenza-like illness 
only; and 4 cases that were classified as "other." There 
was one death among the 89 total cases. It occurred in a 
veterinarian who visited one of the affected farms and 
developed acute respiratory distress syndrome and 
complications related to H7N7 infection. The majority 
of these cases occurred as a result of direct contact with 
infected poultry; however, Dutch authorities reported 
three possible instances of transmission from poultry 
workers to family members. Since then, no other 
instances of H7N7 infection among humans have been 
reported, 

H9N2, Hong Kong, Special Administrative Region, 
2003: Low pathogenic avian influenza A (H9N2) 
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further identification or characterization. Communication and 
publication of analysts results should be according to the WHO 
Guidance for the timely sharing of influenza viruscs/spccimens 
with potential to cause human influenza pandemics. 

2. Inform the WHO Office in the country or WHO 
Regional Office or WHO HQ Global Influenza Programme 
that specimens or virus isolates are being forwarded to other 
Laboratories for further identification or further characterization. 

4. Serological identification of influenza A/H5 infection 
Serological tests available for the measurement of influenza A- 
specific antibody include the Haemagglutination inhibition test, 
the enzyme immunoassay, and the virus neutralization tests. The 
microncntralization assay is the recommended test for the 
measurement of highly pathogenic avian influenza A specific 
antibody. Because this test requires the use of live virus, its use for 
the detection of highly pathogenic avian influenza A specific 
antibody is restricted to those laboratories with Biosafety Level 3 
containment facilities. 

Treatment of Avian influenza 

Four different antiviral drugs (amantadine, rimantadine, 
oseltamivir, and zanamivir) are approved by the U.S. Food and 
Drug Administration (FDA) for the treatment of influenza; First 
three are approved for prophylaxis also. Early treatment provides 
the greatest clinical benefit. All four have activity against influenza 
A viruses. However, sometimes influenza strains can become 
resistant to these drugs, and therefore the drugs may not always be 
effect ive. For example, analyses of some of the 2004 H5N1 viruses 
isolated from poultry and humans in Asia have shown that the 
viruses are resistant to two of the medications (amantadine and 
rimantadine). The H5NI virus is expected to be susceptible to the 
neuraminidase inhibitors oseltamivir (commercially known as 
Tamiflu which is available as pill) and zanamivir (commercially 
known as Relenza which is available as dry' powder). Monitoring 
of avian influenza A viruses for resistance to influenza antiviral 
medications is ongoing. For the neuraminidase inhibitors, the main 
constraints are limited production capacity and a price that is 
prohibitively high for many countries. At present manufacturing 
capacity, which has recently quadrupled, it will take a decade to 
produce enough oseltamivir to treat 20% of the world’s population. 
The manufacturing process for oseltamivir is complex and time- 
consuming. and is not easily transferred to other facilities. 

Avian Influenza Vaccines 

Currently no vaccine is available to protect humans 
against the H5NI virus that is being seen in Asia. However, vaccine 
development efforts are under way. Research studies to test a 
vaccine to protect humans against H5NI virus began in April 2005 
and a series of clinical trials is underway. (Researchers are also 
working on a vaccine against H9N2, another bird flu virus 
subtype). Sanofi Pasteur, formerly Aventis Pasteur, was awarded a 
contract by National Institute of Allergy & infectious diseases 
(NIAID) to manufacture the H5N l vaccine in May 2004. This is 
an inactivated vaccine manufactured from an H5NI virus isolated 
in Southeast Asia in 2004. The process of initiation of the trials of 
this vaccine has begun. 

The WHO Influenza Surveillance Network has 
characterized H5NI influenza viruses isolated from humans and 
animals from several countries affected by the 2004/2005 H5NI 
outbreak in Asia. WHO has also made recommendations on the 
antigenic and genetic characteristics of H5N1 viruses which are 
suitable for vaccine production. In addition. WHO collaborating 
centres and reference laboratories have developed several 
recombinant H5NI prototype vaccine strains 11 , including 
A / Vietnam / I 194/04, A/Vietnam/l 203/04 and 
A/Hongkong/213/03, according to the requirements of several 
major national and international pharmaceutical licensing 
agencies for influenza vaccine production. These H5NI influenza 
pandemic vaccine prototype strains have already been made 


available to a number of institutions and companies and s-* 

different vaccines have been produced for clinical testing Wi?' 
will continue to monitor the antigenic and genetic chaw ■ 
circulating A/II5N1 viruses, especially in humans. For '? 
purposes, the WHO Collaborating Centres will de I 
experimental prototype vaccine strains from recent k. op 
influenza A/H5NI viruses. Uman 

The timely selection and verification of suitable HSMt 
prototype vaccine strains depends primarily on close collabor r 
between the affected countries and WHO, especially as reearri!^ 
rapid sharing of A/1I5N1 virus/specimens, particularly r 
humans, and exchange of analytical data. Although a vac^ 
against the H5N1 virus is under development in several countr' 1116 
no vaccine is ready for commercial production and no vaccines 1 ”’ 
expected to be widely available until several months after the 
of a pandemic. Because the vaccine needs to closely match th" 
pandemic virus, large-scale commercial production will not t 
until the new virus has emerged and a pandemic has bcendeclar^ 
Current global production capacity falls far short of the demand 
expected during a pandemic. an “ 

Control measures 

Human influenza is thought to transmit primarily via 
large respiratory droplets. Standard Precautions plus Dronl i 
P recautions arc recommended for the care of patients infected \v kh 
human influenza. All patients who present to a health-carc setting 
with fever and respiratory symptoms should be managed according 
to recommendations for respiratory- hygiene and cough etiquette 
and questioned regarding their recent travel history. Patients with a 
history of travel w ithin 10 days to a country with avian influenza 
activity and are hospitalized with a severe febrile respiratory 
illness, or are otherwise under evaluation for avian influent 
should be managed using isolation precautions identical to those 
recommended for patients with known Severe Acute Resniratn«, 
Syndrome (SARS) ,A . These include; P ^ 

Standard Precautions 

Pay careful attention to hand hygiene before and 
after all patient contact or contact with items 
potentially contaminated with respiratory 
secretions. ^ 

Contact Precautions 

Use gloves and gown for all patient contact. 

Use dedicated equipment such as stethoscopes, 
disposable blood pressure cuffs, disposable 
thermometers, etc. 

Eye protection (i.e., goggles or faces shields) 

■ • Wear when within 3 feet of the patient. 

Airborne Precautions 

Place the patient in an airborne isolation room 
(AIR). Such rooms should have monitored 
negative air pressure in relation to corridor, with 
6 to 12 air changes per hour (ACH), and exhaust 
air directly outside or have recirculated air 
filtered by a high efficiency particulate air 
(HEPA) filter. If an AIR is unavailable, contact 
the health-care facility engineer to assist or use 
portable HEPA filters to augment the number of 
ACH. 

Use a fit-tested respirator, at least as 
protective as a National Institute of Occupational 
Safety and Health (NlOSH)-approved N-95 filtering 
face piece (i.e., disposable) respirator, when entering 
the room. These precautions should be continued for 
14 days after onset of symptoms or until cither an 
alternative diagnosis is established or diagnostic test 
results indicate that the patient is not infected with 
influenza A virus. Patients managed as outpatients or 
hospitalized patients discharged before 14 days with 
suspected avian influenza should be isolated in the 
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— ^ me setting on the basis of principles 

outlined for the home isolation of SARS 
natients. Health-care workers involved in the 
care of patients with documented or suspected 
avian influenza should be vaccinated with the 
most recent seasonal human influenza 

vaccine. 

birds have been the primary source of 

„ ~a rHSNI) infections in humans in Asia, 

influenza A _l« 1 ^ human s is very limited at present, 

h r rfo inued -ndoring is required ,o identify any 
^■‘ r °- in Viral adaptation to human hosts. Despite an 


* H ° the 

stirt of a pandemic. Around 30 countries arc purchasing 
la'rge quantities of these drug, but the .ntmufactme^has no 
c ana city to till these orders immediately On presen 
trends, most developing countries will have “ 

vaccines and antiviral drugs throughout the duration ol 
pandemic. Thus there is an urgent need lor more 
coordination at National as well as International level to 
effectively face this challenge. 
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Association of severity of hepatitis E virus infection in the mother 
and vertically transmitted infection in the fetus. 


Mohammad Sultan Khuroo,MD,FRCP (din) MACP; Saleem Kamifl PhD: 



Background: Hepatitis E virus infection is vertically transmitted from mother to the fetus, often leading to severe fetal 
and neonatal disease. The relationship between severity of disease in the mother and fetus is not known. Wc studied clinical 
and biochemical characteristics of 36 consecutive pregnant women with acute HEV infection. Babies borne to these women 
were assessed for vertically transmitted HEV infection and the severity of liver disease in the newborn. The severity or 
disease in the newborn was correlated with the maternal disease. Of the 36 pregnant women with HEV infection. 20 (55 6%) 
had nonfulminanl disease and 16 (44.4%) had fulminant hepatic failure (EH F). Nine (56.3%) of the 16 mothers with FHF ha°d 
disseminated intravascular coagulation. Six (37.5%) women with FHF survived and 10 (62.5%) died. Twenty-five (69.4%) 
infants had HEV infection at birth. Fourteen (56%) of such infants died with a clinical syndrome resembling FHF. Babies 
borne to mothers with FHF were more often HEV infected and viremic <(15/16; 93.8%% for both) than those with 
nonfulminanl disease (10/20; 50% and 5/20; 25%) (p=0,004 and <0.001 respectively). Twelve (75%) of the 16 babies borne 
to mothers with FHF had clinical syndromeofFHFbecauseofmassive hepatic necrosis. In contrast only two( I0%)ofihe20 
mothers with nonfulminant disease delivered babies who developed FHF (p=0,008) All the six mothers who survived had 
delivered babies within 4 days (2.3±1.0 days) of onset of encephalopathy. In contrast, all the 10 mothers who died had 
delivered babies 4 days{9.6±3.0 days) after onset of encephalopathy (p=0.02). The severity of hepatitis E virus infection in 
the mother and the fetus is related to each other and needs further studies to define cause and affect relationship. 
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Hepatitis E virus (HEV) causes large scale water borne epidemic of acute 
hepatitis in developing countries.' 1 HEV is the commonest cause of acute sporadic 
viral hepatitis and fulminant hepatic failure in endemic areas. 1 HEV infections hav 
been reported as imported disease in travelers and tourists from the developed 
countries to endemic areas.* Recently HEV infections have been documented to 
occur in persons from developed countries, who have never traveled to endemic 
areas.' Such infections may have zoon tic origin. 

HEV has unique epidemiologic features. The disease has high attack rate 
among adults 15-40ycars ofage. The overall mortality associated with HEV infection 
is similar to hepatitis A. 1 HEV infection has increased severity among pregnant 
women. Pregnant women especially in the second and third trimester develop 
fulminant hepatic failure (FHF). Disseminated intravascular coagulation is a 
dominant feature during FHF in such women "The mortality in the second trimester is 
around 20% and reaches up to 45% in the third trimester The clinical course of non E 
acute hepatitis in pregnant women is similar to that in non-pregnant women and 
men' * “The cause of increased severity of HEV in pregnancy is not known. 

HEV is commonly transmitted from infected mother to the fetus and causes 
serious fetal and neonatal infections with significant fetal loss and perinatal 
morbidity and mortality."’" Could fetal HEV infection and fetal disease influence the 
course of maternal HEV infection? In this study, we addressed this issue by 
correlating the severity of fetal HEV infection with the clinical course of maternal 
disease in a large cohort of pregnant women with acute HEV infection. 

Material and Methods 

The study included all consecutive pregnant women with acute HEV 
infection attending Gastroenterology Department at Sher-I-Kashmir Institute of 
Medical Sciences Srinagar Kashmir (India) from January 1995 to January’ 1997. 
Urinary test for chorionic gonadotrophin and pelvic ultrasound examination were 
done to detect pregnancy and to evaluate age of gestation. All patients were 
monitored closely for maternal disease course, complications and outcome. Patients 
with FHF were admitted to intensive care unit and received standard supportive care 
with monitoring of clinical, biochemical and hemodynamic parameters. None of the 
patients received a liver transplant or artificial liver support. Fetal status was 
reviewed on a daily basis. A conservative and expectant approach was followed and 
no attempts were made to terminate pregnancy or induce labor unless otherwise 
indicated on standard obstetric practices (fetal distress etc.). Baby was observed at 
birth and during the next 2 weeks for any clinical signs of liver disease. Blood 
samples from mothers and babies (at birth and at 2 weeks) were collected for 
biochemical and serological tests. A serum sample was stored at-70C for subsequent 
virological assays. 

The criteria for the diagnosis of icteric AVH were 1 recent onset of jaundice 

Keywords: Acute viral hepatitis. Hepatitis E vims. Fulminant hepatic failure. Vertical- 
transmission, Mirror syndrome, Obstetric complications 
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H^nre of prior historyafjaundice or chronic liver disease; 
inth ^ b r cause \o account for jaundice, including drug hepatitis. 
n0 other cholestatic jaundice of pregnancy, eclampsia, 

urrLP syndrome, acute fatty liver of pregnancy etc (if any of the 
H ifve diagnoses was entertained, appropriate clinical 
above ii . tools an d laboratory tests were utilized to 

° X ^ndate the diagnosis): ‘serum bilirubin of 2.0 mg/dl or more, 
SU . b u ^I increase in transaminases two and a half times above the 
wlth a ];mit 0 f normal (serum aspartate aminotransferase (AST) 6 
UpP i« r lU/liter serum alanine aminotransferase (ALT) 3 to 26 
1° * r ,>. * |jvcr biopsy in selected group of patients substantiating 

r'llnf acute viral hepatitis. Postmortem liver biopsies were 
dia f n r mt -H in all fatal cases (mothers and babies). Anicteric AVH 
pCr ilfined if all the above criteria were fulfilled except elevated 

bilirubin (scrum bilirubin d"2mg/dl) 
stI p^ip was defined as the occurrence of hepatic 

encephalopathy in a patient with AVH within eight weeks of onset 
f th' disease Encephalopathy was classified into four grades as 
°* r defined criteria. Cerebral edema in such patients was 
S' enosed when features of decercbration occurred, along with 
■her clinical signs of high intracranial pressure. Disseminated 
■fitnvascular coagulation (DIC) was diagnosed when bleeding 
‘red from multiple anatomical sites (skin, mucosa, 
veniouncture sites etc.) along with low levels of fibrinogen (<2g/l). 
thrombocytopenia (<100x10/1), and high levels of fibrin 
, j eeradation products 

Vertical HEV infection (from mother-to-felus) in a 
oreenant woman with acute HEV infection was diagnosed when 
the blood collected from the baby at birth or within 2 weeks of birth 
(minimum incubation period of the disease) had IgM anti-HEV or 
HEV RNA ’ A baby was defined to have FHF once following 
criteria were fulfilled I. baby borne with or developed icteric AVH 
in the first 2 weeks of birth; 2. clinical state of unresponsiveness, 
hypoglycemia, hypothermia and convulsions; 3. postmortem 
needle biopsies of liver showing evidence of massive hepatic 
necrosis. Such a clinical course has been recognized by others and 
us j n the infants dying of FHF caused by vertically transmitted 

HEV infection.'"" 

Serology for hepatitis viruses was performed by enzyme 
immunosorbant assays (ELISA) for markers of HAV (IgM anti- 
HAV), HBV (HBsAg and IgM anti-HBc), HCV (anti-HCV 2- 
generation) and HDV (IgG and IgM anti-HDV) using 
commercially available kits from Abbott Laboratories (North 
Chicago IL). The assays were performed strictly according to 
manufacturer’s instructions. Sera from all patients were also 
tested by ELISA for IgG and IgM antibodies to HEV by a kit using 
two recombinant HEV antigens corresponding to structural region 
of the HEV (Diagnostic Biotechnology Singapore). All sera were 
tested by PCR for HEV RNA and HCV RNA. The detection of 
HEV RNA was performed by reverse transcription nested PCR 
using primer sets 3043/3044 and HEV-l/HEV-3. The primer 
sequences and the conditions for PCR have been previously 
described. 11 ' HCV RNA was detected by reverse-transcription 
nested PCR using primer from the 5’ non-translated region. To 
avoid bias, all sera were tested under code. Confirmed positive and 
negative controls were run with all PCR amplification reactions to 
ensure faithful amplifications. Strict application of containment 
measures was used to avoid false positives. Results of any PCR 
reactions were considered valid only if they were consistent in at 
least two independent experiments that included RNA extraction 
step as well. 

On the basis of above viral markers, AVH was classified 
as: HA (presence ofIgManti-HAV),AHB (presence of HBsAg and 
IgM anti-HBc), acute hepatitis on a HB carrier (presence of 
HBsAg with negative IgM anti-HBc), HD (presence of IgG or IgM 
anti-HDV and HBsAg), HCV infection (presence of anti-HCV 
and/or HCV RNA), HEV (presence of IgM anti-HEV and/or HEV 
RNA) and HN AE (negative of above viral markers). 


original article 

Statistical methods Comparisons of categorical 
variables were analyzed using either Fisher’s exact test when any 
of the expected value was less than 5 or chi-square test for all 
others. Comparisons of continuous variables were analyzed using 
student’s t-test for normally distributed variables and Mann- 
Whitney U test for non-normally distributed variables. Vana ls 
with skewed deviation (serum bilirubin and ALT) were normalized 
using log transformation for analysis. All values are expressed as 
mean ± ISD. A p value of <0.05 was considered significant. 

Results 

The study included 36 pregnant women (age, 
mean± I SD; 26.4±4.8 years). One mother was in first trimester, 6 in 
second trimester and 19 in third trimester. Sixteen (44.4%) mothers 
had developed FHF. Of these, 13 presented with clinical features of 
FHF and another 3 develop FHF during the hospital course. The 
clinical course of 9 (56.3%) patients with fHF w as complicated h> 
DIC. Ten (62.5%) of the 16 mothers with FHF died and 6 (37.5%) 
survived. Remaining 20 (55.6%) mothers had nonfulminant 
course of illness with clinical, biochemical and serologic recovery 

in 4.3± 1.2 weeks (range 2 to 8 weeks). 

All the 36 women delivered vaginally. This included 3 
abortions. 7 premature deliveries and 26 full term deliveries. 
Twenty-five (69.4%) babies at birth revealed evidence of HEV 
infection (IgM anti-HEV positive in 24 and HEV RNA reactive in 
20). Two (8%) had anicteric hepatitis (elevated ALI with normal 
serum bilirubin) and 23 (92%) had icteric HEV infection. All 
infants were negative for evidence of neonatal infections such as 
toxoplasmosis, rubella virus, cytomegalovirus, and herpes 
simplex virus (TORCH complex). Fourteen (60.9%) o! the 23 
babies with icteric hepatitis were borne with a clinical state of 
unresponsiveness, hypoglycemia and hypothermia and died in the 
first week of birth. Such a clinical course has been recognized by us 
and others in the infants dying of FHF caused by vertically 
transmitted HEV infection Postmortem needle biopsies of 
liver were performed in these babies and revealed evidence of 
massive hepatic necrosis. 

Table I compares various parameters between mothers 
with nonfulminant (n=20) vs. fulminant HEV infection (n=!6). 
Pregnant women with FHF had similar age, trimester distribution, 
serum bilirubin and ALT when compared to those with 
nonfulminant disease. However, babies borne to mothers with 
FHF in comparison to those with nonfulminant hepatitis were 
more often infected with HEV (93.8% vs. 50%; p=0.004) and 
higher proportions of such infected babies were viremic (93.8% vs. 
25%; p=<0.001). Twelve (75%) of the 16 babies with HEV 
infections borne to mothers with FHF had clinical course 
resembling FHF as against 2(10%) of the 10 HEV infected babies 
borne to mothers with nonfulminant disease (p—0.008). Table 2 
compares the maternal and obstetric characteristics of women with 
FHF who survived (n=6) and those who died (n=10). The 2 groups 
had similar clinical and biochemical parameters. However, 
pregnant women who died had more severe cerebral edema than 
those who survived (p=0.002). The babies borne to mothers who 
survived had less severe liver disease and only 3 (50%) of the 6 
such babies had FHF as compared to 9 (90%) of the 10 babies 
borne to mothers who died (p=0.l0). In addition, mothers with 
FHF who survived had shorter duration between onsets of 
encephalopathy to delivery' than those who died (2.3 ± 1.0 vs. 9.6± 
3.0; p=0.02). In fact, all the 6 pregnant women who survived 
delivered babies within 4 days of onset of encephalopathy. Such 
mothers had rapid clinical improvement soon after the delivery of 
the baby. Of the 10 pregnant w omen who died. 7 presented w ith 
FHF and another 3 developed FHF during the hospital course 
while they were carrying undelivered fetuses with severe HEV 
infection and all these babies at birth had evidence of FHF. Nine 
(75%) of the 12 mothers with FHF w ho gave birth to babies w ith 
FHF had DIC complicating the clinical course of their illness as 
against none of the 4 mothers who gave birth to healthy (n=l) or 
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icteric HEV babics(n=3){p<0.01). 

Discussion 

In the present study, we followed a cohort of 36 pregnant 
women with HEV infection. Sixteen women either presented with 
FHF or developed FHF during hospital course. Increased severity 
of viral hepatitis in pregnant women had been reported from the 
Indian subcontinent, Iran and many other developing countries 
4 These data were looked upon with skepticism as selection bias 
could not be ruled out in the hospital data which formed the basis of 


Table I. Comparison of various parameters of mothers and infants* between 
patients with non fulminant and fulminant hepatic failufe. 

All figures are number of patients Unless otherwise specified. 


' 

Non fulminant 

FI uni inant 

P value 

Number of Women 

20 

16 


Maternal event 




Age-mean ± 1SD (range) 

Years 

24.7±4.4 

(21-36) 

29.0±6.0 

(20-40) 

0,11 

Trimester 



0.35 

First 

1 

0 


Second * 

2 

4 


Third 

17 

12 


Serum bilirubin- mean ± ISD, 
(range), md/dl 

9.2± 6.5 
(3-24) 

14.74: 6.9 

(6-33) 

0.09 

■ ■ 

1 . - . r ■ ■ . 

i‘ h ■ r 1 ■ - 1 1 ’ 

■ . 

ALT-mcan± ISD, (range), 

IU/I 

387=fc 436 

(1110-1670) 

6164:376 

(118-1216) 

0.19 

HEV RNA reactive 

6 

6 

0.63 

* Obstetric events 




Type of delivery 



0.25 

Aborted 

3 

0 


Premature delivery 

4 

3 


Full term j 

13 

13 


HEV Status of infants 



0.004 

Not infected 

10 

1 

. ■ y yyyyyyys.- ,-y 

Infected 

10 

15 

>'*> * • vXCy. ■ 

HEV RNA + 

5 

15 

1 1—■_]-r-I_E C ... JHBil U 

<0.001 

Clinical disease in infants 


1 . ■ * ■ . - ■_« 

- - - '-V 

<0.008 

Anicteric HEV 

2 

'■ • o • 


- Icteric HEV 

6 

3 WM 

1*! - * '>>•' >' j ,*v- a* ; ■' 

Fulminant HEV 

h 2 

12 


Serum bilirubin-mean' ’ 
± 1 SD,(range), mg/dl 

'*• 5.34:5.8 
(1-18) 

7.8± 3.7 
(1-15) 


ALT-meani ISD. 
(Range), IU/I ^ 

97± 5.8 
(23-199) 

305* 16S 
(51-650) 

0.002 

b % 

1 ' v - ■ ’ - ‘xv 


was assessed as good. Since then, a number of reports T— 
identified pregnancy especially second and third trimester ^ 
high risk for development of FHF during epidemic as \ Vf! ii 3 
sporadic HEV infections 1 11 

Vertical HFV infection (molher-to-fetus) wasdiagno 
in 25 of the 36 pregnant women in the present study. The i* 
disease in the babies borne with vertically transmitted v 
infection was severe and 14 (60.6%) of 23 babies with icteric HFV/ 
infection developed a syndrome of fatal FHF. In an earlier st h 

—^-, w c studied eight babies born to mothcrv 

nfantsfbetwecn infected with III V inlection in third 

failufe. trimester. Six infants had evidence 

e specified. “ vertically transmitted HEV infection'" 

__One baby had icteric hepatitis at birth 

' I " “ ” mid four babies had anicteric hcnaiit; 

. .-. - . I wo babies had FHF at birth and 

_presented with hypothermia and 

_ _ _ h> pnglyccmia and died within 24 h of 

I Oil birth. From our earlier observations 

and those of the present study Wc 

-conclude that HFV is commonly 

_ : 0.35 _ transmitted from infected mothers to 

their babies with significant perinatal 
morbidity and mortality. Similar 

-- observations have been made in another 

. study from the Middle East", 

9 0.09 The from this study point to 

j definite relationship between FHF of 

-- the infants and mother. Twelve (75%) 0 f 

6 0-19 the 16 pregnant women with FHF 

16) - I delivered babies with fatal FUf 

“ j 0^3 Another 3 babies had icteric hepatitis 

-:- and only one healthy baby was borne to 

_this group. The severe fetal disease 

_ 0.25 _ could be a cause or effect of the severe 

■ maternal disease. Mothers with severe 

, ■ HEV infection may transmit the disease 

-- - to the fetuses and this could be related to 

_ i' ; . increased viral load or prolonged 

! 0.004 viremia in the mother. 

— “—"-: However we believe that fetal 

; V: disease influenced the course of 

_ ' ■/. .. maternal HEV infection. First, mothers, 

_ <0 001 with FHF who survived have less severe 

<0008 lcta * ,iver disease as against those who 

-- 1 - died. Second, there was a slrona 

' '.j : V .: *' correlation between severity' of liver 

__ ' disease in the fetus and occurrence of 

£x£ : :/x- DIC in the mother. Although D1C can 

occur > n patients with FHF, its 
- • -.0.12 occurrence in a high percentage of 

•' / ;< mothers (9/12; 75%) with severe fetal 

£ * 0.002 HEV infection and none (0/4) in 

patients with no or mild fetal HEV 
I infection strongly pointed to the causal 
relationship of severe HEV infection in 


these reports Data collected from an outbreak of hepatitis E in 
Kashmir (1981) showed that the frequency of hepatitis was greater 
in pregnant {17.3%) that in non-pregnant (2.1%) women and in 
men (2.8%) 7 . The frequency of the disease in the first, second and 
third trimesters were 8 8%, 19.4% and 18.6% respectively. Severe 
disease in the form of fulminant hepatic failure developed more 
often in pregnant women (22.2%) that in non-pregnant women, 
none of whom had this complication, and in men (2.8%). 
Fulminant hepatitis developed exclusively in (he third trimester. 
The overall mortality in pregnant women was found to be 20%. 
Hie nutritional status of women in the area affected by the 
outbreak or those women who developed fulminant hepatic failure 


the fetus to DIG in the mother. Third, all 6 
mothers with FF1F who delivered in the first 4 days (2.3±1.0 days) 
of the onset of encephalopathy survived. In contrast 10 mothers 
with FHF who had delivered much later after onset of 
encephalopathy (9.6±3.0 days) died. This led us to believe that 
fetuses with severe hepatitis caused by vertically transmitted HEV 
infection were related to outcome of FHF in the mothers. If so. 
how is fetal FHF related to maternal FHF? This relationship was 
akin to what happens in mirror syndrome in which mother 
develops generalized anasarca subsequent to fetal and/or placental 

j 11 Ivjt) 

edema 

The possible mechanism of increased severity of liver 
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Women- 

± 1SD (range) 


Age-mean 

Years 

Trimester 


• g e f -nrui 

Third _ 

Hepatic encephalopathy 
~~ Gr ade-mean* 1SD 

~~ Number with grade 

Number with grade 
C erebral edema _ 

niC --- 

Serum bilirubin- mean * 

(range), mg /d l . 

aT T-mean* ISP, (range), 


HEV R N A reactive 
Obs tetric events 
Tvoe of delivery 


Aborted 


Pr emature delivery 
T Full term 
Onset of encephal opathy to 

(Days) ' 

HEV Status of infants 

Not infected / 


Infected 

HEV RNA + 


rii nicai disease in infants 
Anicteric HEV 
Icteric HEV 

_ Fulminant HEV 

Scrum bilirubin-mean 

|& * lSD.(range)„ mg/dl 


ALT-mean* 1SD, 


(Range) 


Fluminant 

Survived 

dead 

6 

10 _ 

33.7*5.5 

j (26-40) i 

26.2*4.5 

(20-35) 



0 

0 1_ 

2 

2 

4 f 

8 


■» 

3.0*0,89 

3.5*0.53 

2 

0 

4 

10 

2 

10 

" 3 J 

6 

13.3* 6.1 

15.5*7.6 

(6-23) 

(9.0-33.0) 

638* 388 

602* 388 

(163-1160) ~l 

(118-1216) 

4 

2 





0 

0 

1 

2 

"j 5 

8 

ey 2.3±l.O 
(1-4) 

9.6±3.0 

(5-14) 



1 

0 

5 ills •" 

10 

. : 5 

10 



0 

0 

1 2 ■ : 

1 ■ 1 

, 3 , 

9 
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no all Fibroadenomas Needs Surgical Excision? 


ml 


# 


sq ieh Mohammad Al Salamah, MBBS, FRCS 

Abstract fe a common cause of discrete breast lumps in young females. The tr a dlt '°" a J 

management remains the surgical excision of ail the fibroadenomas in the belief that it may harbor a 
ma ^innma but this viewpoint is being questioned. The present study reviews the management of 113 
C3 qps Their mean age was 23.6, average tumour size of 2.1 cm and single lesion was the commonest 
°fo«!Pntation The final histopathology did not reveal a single case of coincident in-situ or infiltrating 
within the fibroadenoma among the 106 cases of excision biopsy. Today, when confident 
diaanosis is possible with triple assessment; as an alternative to excising all benign breast umps, 
diaanosed fibroadenomas can be managed conservatively, since they have no inherent premahg^ 
nntential and there is a prospect of spontaneous regression. However, all breast lesions above 5 cm in 
size or rapidly increasing in size, patient above 30 years of age and with uncertain diagnosis should be 

excised. 
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Introduction: 

Fibroadenomas are the commonest benign breast lesions that account lor 
50% of all breast biopsies' and up to 75% ot biopsies in women under the age ot 20 
years.’ Fibroadenomas were previously recognized as benign tumours of breast but 
are now considered to be aberrations of normal development rather than neoplasms. 
The reason is that fibroadenomas develop from a whole breast lobule, which is 
contrary to the origin of neoplasm from a single cell with evidence of proliferation of 
both connective tissue and lobular epithelium. Histologically, fibroadenomas 
resemble a hyperplastic breast lobule and they also respond to same hormonal stimuli 
as the normal breast tissue.' The biological behavior of fibroadenoma is unpredictable; 
they may regress, remain static or grow progressively. Fibroadenomas per se are not 
pr cm align ant and any association with malignancy if any is unfounded. Furthermore, 
Triple assessment that is used routinely in evaluation of breast masses has made the 
accurate preoperative diagnosis a reality. In the current scenario of better 
understanding and improved diagnosis one has to question that "Do all fibroadenomas 
needs surgical excision" and what are the pros and cons of not removing them. The 
present study was undertaken to evaluate our current practice and to define the best 
management strategy for this common clinical condition. 

Materials and Methods: 

Retrospective review of medical records of all the patients who were 
diagnosed as fibroadenoma or benign lesion and treated at Riyadh medical Complex 
from 1* July 2002 to 30- June 2005 was made. The patients above 35 years of age, 
tumour size of more than 5 cm and unsatisfactory cytology were excluded from the 
study. The age of the patient, preoperative clinical diagnosis, cytology and 
radiological results were recorded. The treatment performed and final histopathology 
report was noted. The patients who were offered conservative management were 
followed in outpatient department, 3 monthly in first year and biannually 
subsequently, This treatment was terminated by excision biopsy at the request of the 
patient or if the lump was increasing in size. 

Results: 

A total of 113 patients were treated in the 3 years period. Their ages ranged 
from 15-35 years with mean age of 23.6 years. The majority of patients 78(69%) were 
under 25 years of age. The detailed age related distribution is shown in Fig. 1. The 
single lesion was present in 86(76.1%) followed by bilateral in 16(14.1%) and 
multiple in 11(9.7%). The commonest site is upper outer quadrant in 51(45.1%) 
followed by central in 18(15.9%). The mean tumour size was 2.1cm, which ranged 
from 0.5 - 5 cm but most of the patients 95(84%) have tumour size of less than 3 cm. 
Only 15 patients initially agreed for conservative management but within a year 8 
patients opted for surgical excision on the grounds mentioned in material and methods. 
Only seven patients are still continuing with conservative management with decrease 
is size in four cases. The correlation between preoperative assessments and final 
histopathology in those lesions that were excised is given in table 1. There was not a 
single case of carcinoma in fibroadenoma in all-106 excised lesions. The commonest 
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(3,8%) variation in final histopathology was other benign lesions 
such as fibroadenosis or fibrocystic change and benign epithelial 
cells. 

Discussion: 

Fibroadenoma is a common cause of breast lumps 
especially between the ages of 15-25 years.Iradiiionnlly, all 
Fibroadenomas were treated by surgical excision just to exclude 
malignancy. The doctrine that all discrete breast lumps should be 
excised has recently been challenged because if confident 
diagnosis and exclusion of malignancy is possible with 
preoperativc investigations than the need for excision biopsy can 
be obviated. The current view that fibroadenomas are hyperplastic 
rather than neoplastic lesions and proposed hormonal influences, it 
is appealing to consider fibroadenomas as an aberration of normal 
lobular hypertrophy during the period of maximal estrogen 
exposure. This concept gives support to a policy ol non-surgieal 

management. FIGURE* 1 

AGE RELATED DISTRIBUTION 


remains uncertain out tnc possioimy or spontaneous regression is 
there. Haagensen believed that most fibroadenoma grew to l-2cm 
in size and than remain unchanged.- The reported rat c 0 * 
spontaneous resolution of fibroadenoma over a period of 1-5 
varies between 16-50% and another 12% decrease in size.- 
Moreover, 50-70% remain unchanged in size and only 7-8% win 
increase in size, therefore require excision biopsy,- 
fibroadenomas regress is not clear but, it has been observed they 
progressively lose ccllularity with age.” 

Fear of cancer and death is an overriding concern in 
women with breast tumours and is a prime driving force for 
excision. To make the non-surgical management of fibroadenoma 
an acceptable treatment option one has to answer the question that 
what is the risk of leaving or risk of developing carcinoma in 
fibroadenoma and secondly, medicolegal implication of a wrong 
diagnosis or delay in diagnosis of breast cancer. The first question 
has been answered in many studies, as well as observed in present 
study that among the 106 excised cases not a single case proved to 
be a carcinoma. This is widely accepted now that fibroadenomas 
are not a risk factor for carcinoma. The reported incidence of 
carcinoma or malignant change varies from 0.02 to 0.3%, usually 
to lobular carcinoma insitu.- u Furthermore, most of theses 
reported carcinoma have been seen in women above 35ycarsof age 
and this has been suggested as the cut- off age for conservative 
management of fibroadenomas The reported cut-off age varies 


patients in which all components of triple tests confirms benign 
pathology, patients signs informed consent knowing the 
limitations of the test and a clear follow-up plan is decided. 

Although, excision of the lesion is a definitive solution 
but involves unnecessary excision of benign lesions, cosmetic 
issues and above all place an enormous burden on healthcare 
system. At the same time one can question the need for removal ofa 
harmless lesion when confident exclusion of malignancy is 
possible in present era. Although, our experience in non-surgical 
management of Fibroadenoma is still at infancy stage and majority 
of patients 8/15 opted for surgical treatment within a year but in 
only 2 patients has the fibroadenoma actually increased in size. 
Others have observed this phenomenon as well* but there are 
growing number of studies with encouraging results and long-term 
follow-up (5-9 years) on conservative management of 
fibroadenomas.- This highlights the need for patient education 

and to 

develop! patient’s 
confidence on 
conservative 
management of such 
benign lesions, which 
can only come with 
growing number of 
patients on 
conservative therapy. 

Hence, as 
fibroadenomas are 
completely benign 
and do not cany a risk 
of malignancy 

especially in women less than 30 years of age, the non-operative 

viable option. However, it is emphasized that 


Table -/ .• Correlation Between Pre-operative Investigations A Final His1ology(N=106) 

■■ - . - •' - ’ , r ■ ■ . ■ 1 . ■ 

■ ■ , v *• , * - - ■ * ' I 

. Cytology U/S Mammogram Histopa 

N (%age) N (%age) N(%age) HCSM 


106(100%) 


106(100%) 


Performed 


95(89.6%) 


Fibroadenoma 


08 (7.5) 


p2 (6.0%) 


Fibroadenosis / 04 (3.8%) 
Fibrocystic Dis. 


Benign 


Normal tissue 


a combination of clinical examination, imaging and cytology 
(Triple assessment) has made a confident diagnosis possible. When 
all components of the triple test show benign results in a patient of 
fibroadenoma, the diagnostic accuracy reaches 99.6%, hence the 
chance of false negative diagnosis is very low.- However, if any of 
these test shows suspicion of malignancy or even an inadequate 
cytology, it becomes an indication for excision or core biopsy to 


management seems a 
further clinical research is required to assess the safety and to 
evaluate the potential economic gain as well as the benefit of 
decreased physical and emotional trauma to the patient. 
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Hepatic Resection : The Ideal Management of Localized Caroli’s 
Disease 

Shabir Ahmad Qazl, MS; Shaukat Mahmood MIrza.FRCPS: Abdul majeed Abdulhameed Mohammad, FRCS 
Saleh Mohammad AL Salamah, FRCS 

Abstract ^ 

Caroli's disease is a rare disease and has remained under-diagnosed in the past. Improved 
imaging modalities have increased the prospects of diagnosing Caroli’s disease. The condition is still 
quite often treated improperly due to lack of experience owing to the rarity of the pathology. 

Present study was undertaken to evaluate our experience and the role of hepatic resection in the 
management of Caroli’s disease. Fourteen cases of Caroli's disease managed during the last 15 
years were analyzed for clinical presentation, diagnosis, management and outcome. The disease 
was localized to single lobe in 8 (57%) cases, out of which 7 underwent successful hepatic resection 
and all remained symptom free after the surgery. The remaining 6(43%) cases with diffuse disease 
remains a therapeutic challenge. One of these patients with associated congenital hepatic fibrosis 
presented with persistent haematemesis and underwent emergency modified Sugiura’s operation. 
Symptomatic control was achieved by repeated endoscopic clearances in the remaining 5 cases. 

Hence, We conclude that hepatic resection remains the treatment of choice for localized disease 
and provides a chance of cure. The overall prognosis of diffuse disease remains poor and liver 
transplantation may be regarded as the only hope for cure. 
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Introduction: 

Caroli’s disease is a rare autosomal recessive, hereditary disorder 
characterized by congenital saccular dilatations of the intrahepatic bile ducts involving 
a segment, a sector, a lobe, or whole of the liver. Vachell and Steven 1 first described the 
disease in 1906 but the detailed description of the disease came from Caroli and 
Couihaud 1 in 1958, and hence, carries the name Caroli’s disease. It consists of 2 types- 
pure or simple, with bile duct dilatation or ectasia alone, and periportal fibrosis or 
complex, with associated congenital hepatic fibrosis (CHF) and portal hypertension. 1 
Both types in many cases are associated with nephrospongiosis (benign renal tubular 
ectasia) or Cacchi-Ricci’s disease. 45 The association with CHF and renal 
malformations may justify the use of the term Caroli’s syndrome. 

Caroli's disease, though congenital, but presentation is usually delayed for 
many years/ Stenosis and dilatations of bile ducts lead to biliary stasis with resulting 
intra-hepatic biliary lithiasis. If left untreated, recurrent suppurative cholangitis, intra 
and extrahepatic abscesses often lead to fatal septicemia. 7 * and occasionally 
cholangiocarcinoma in long standing cases.' In periportal fibrosis type, the signs and 
symptoms of portal hypertension dominate the picture. Although the disease is rare but 
is recognized more frequently now a day because of improved hepatobiliary imaging 
techniques. Despite the sporadic case reports no standard treatment strategy is applied 
world over. The commonly used procedure, like bilio-digestive anastomosis and 
repeated ERCP clearances are often unsuccessful and more so fail to provide 
permanent cure.* * The ideal treatment would be one which provides complete relief of 
symptoms and prevents the development of fatal complications. Over last 15 y^ais, 
we came across a varied spectrum of Caroli’s disease in 14 patients with successful 
hepatic resection in 7 cases. The present study is prompted by the fact as it presents a 
good number of cases, considering the rarity of disease, and highlights the place of 
hepatic resection in management of CD. 

Material and Methods: 

Since 1988, the authors have managed 14 cases of recurrent cholangitis, who 
were finally diagnosed as Caroli’s disease. The study was undertaken after approval of 
research and ethical community of the hospital. All, except one case, presented with 
recurrent attacks of right upper quadrant abdominal pain, vomiting, fever with chills & 
rigors and jaundice. One 11 years old girl presented with repeated bouts of 
haematemesis and mclaena for 6 months. She was found to have ascites, massive 
hepatosplcnomegaly and features of hyperspienism, grade III esophageal varices and 
nephrospongiosis. Apart from the hematological investigations, the basic diagnostic 
work up consisted of abdominal ultrasonography (US), computed tomography (CT) 
and ERCP (endoscopic retrograde cholangiopancreatography). High-pressure intra- 

Key words: Caroli’s disease. Hepatic resection, Liver transplantation, Caroli's syndrome. 
Congenital hepatic fibrosis 
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initial management consists ’ ~ 

of fluid and electrolyte balance, broau- 
1 i and correction ol anemia and 
where indicated. After basic diagnostic work 
liotomy with clearance ot intrahepatic stones 
" : of complete clearance, nasobiliary 

carried out to decompress the biliary tree. Once the 
i controlled each case was evaluated and treatment 
ndividualized for every patient. The resected specimen 
histopathology and stones were sent tor 
examination to exclude the ova or 
iscaris lumbricoidcs or Clonorchis 
nosed as Asiatic cholangitis were 


„ cholangiography and percutaneous 
raohy (PTC) were used where indicatcc 

py was carried t 
The diagnosi 

of cholangitis 

of gallhl 


aspiration, correction 
spectrum antibiotics, analgesia 
coagulation profile, 
up. endoscopic pa pi 
was tried and in case of failure 
drainage was t. 
cholangitis was 
option was ii._. 
of liver was sent for 
analysis and microscopic 
parasites in the stone ( 
sinensis). The cases dia 
excluded from the study. 

All operated cases were prov 
operative care and monitored lor any 
hosnital stav. which was treated accon 


presence ol iniranepaiie muucs, u>uun> m 
adder and common bile duct stones, and typical 
mes in intrahepatic bile ducts such as. multiple 
rgmenlal cystic dilatations and retrieved stone 
ing pigment (bilirubinate) stones. Final 
was made on histopathology of the resected liver 
of hepatic resection and liver biopsy in one case 
classical microscopic feature of CD is an ectasia of the 
bile ducts resulting in focal cystic dilatations 
- segments of nearly normal looking bile ducts. The 
is cuboidal with frank papillomatous appearance, 
dodder, and containing bilirubin calculi. Another 
is the absence of any abnormality in hepatic 
lormal parenchyma surrounding the duets. The 
_ s j 0 ns arc found in large portal spaces that affect 
utal bile ducts with infiltration of portal triads with 
dymorphonuclcar cells but having no effect on 
simple type of CD. Enlarged portal triads with 
e tissue and foci of bile ductules proliferation 
associated with CUE. This type involves portal 
ntlv leading to changes of portal hypertension. 


strictures w 
analyst sh 

confirmation 

specimen in cases 

0 f CUE The 

intrahepatic 
separated by 

epithelial lining 
like that of gall I 
striking leature 
lobules and a 

characteristic 1 

only the segmc 

mononuclear ai 

the portal system in 
abundant connectiv 

are present in cases 

stem consei)ue 


outcome 


Dibit So. I: Age, Sex, Disease pattern. 


Follow-up/ Duration 


Operative procedure 


Dis. Pattern 


Symptom free 4yrs 


1 .cholecystectomy, 
extended choledochotomy 
& sphincteroplasty 
2.Left hepatic lobectomy 


Left lobe 


1 .Left hepatic lobectomy, 

Choledochoduodenostomy& 

Cholecystectomy 

2.T. vagotomy, pyloric exclu. 


42yrs/M 


Symptom free 3 yrs 


& Roux-en-Y gasterojej 


Symptomatic control 
9 months 


Both lobes 


Symptom free 6yrs 


Left hepatic lobectomy 


Symptom free 3 months 


Left hepatic lobectomy 


Left lobe 


Good control of 
haematemesis 


Liver biopsy. Modified Sligiura's 
operation 


CD with CHF & 

Nephrospongiosis 


portal hyperten 


Symptomatic control 


Repeated ERCP clearances 


37yrs/M 


Went back to her country 


Pt. refused fo r resection 


27yrs/F 


Initial management & ERCP clearances 


Symptomatic control, 2yrs 


Repeated ERCP clearances 3 times in 2yrs 


Symptom free 2yrs 


Segmental 

(I1&1U) 


Segment II & HI resection 
Cholecystectomy and CBD 
exploration in other hosp. 


Symptom free lyr 


Left hepatic lobectomy 


Symptomatic control, 6yrs 


Cholecystectomy & CBD 
exploration in other hosp. 
Repeated ERCP clearances 


Went back to his country 


Cholecystectomy 4yrs ago 
ERCP, refused treatment 


35yrs/M 


Symptom free 3yrs 


Left hepatic lobectomy 
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foreigners: this distribution may be related to prevalence of the 
disease in these parts of the world. The age ranged from 11-60 
years (mean 34.8 (±12) years). The age, sex, disease pattern, 
operative procedures performed, outcome and follow-up period 
are shown in Table I. 


The disease was localized in 8 (57%) cases, while 
diffuse in 5 (35.7%) and 1 (7.1%) case has CHF with predominant 
features of portal hypertension. The patients with localized 
disease (8) were considered suitable for hepatic resection; left 
lobectomy was performed successfully in 6 cases (Fig. I show ing 
resected lobe of liver with intrahepatic stones) and segmental 
(segment 11&111) resection in one, whereas one case involving right 
lobe refused surgery. The specimen histopathology confirmed the 
diagnosis of CD and none of the stones showed any evidence of 
parasitic infestation on microscopy. 

One patient of diffuse CD with CHF presented with 
repeated episodes of haemaiemesis. This young girl underwent 
emergency modified Sugiura's operation (Splenectomy, 
Gastroesophageal dcvascularization and esophageal transaction) 
to control relentless bleeding in spite of repeated sclerothrapies. 
The open !i\er biopsy confirmed the diagnosis of Carol i’s disease 
with associated congenital hepatic fibrosis. She was subsequently 
referred for liver transplantation. Among the remaining 5 patients 
of diffuse disease, one 60 yrs old local female in addition to 
outpatient visits and treatment had five admissions with 
cholangitis since her diagnosis 6yrs ago. every' time treated with 
antibiotics and FRCP clearance. She was referred for hepatic 
transplant but because of her age (63yrs) and cardiac disease was 
refused tor transplant. All other patients of diffuse disease 
including young girl with CHF were advised for transplantation 
but because of non-availability in early part of study or eligibility 
problems were unable to have transplantation and let) to their 


native countries. 

There was one intra-operative complication, iatrogenic 
injury to right hepatic duct that was identified during operation and 
repaired o\ er T-tube. The patient had smooth post-operative course 
and had normal postoperative T-tube cholangiogram. T-tube was 
removed and patient was discharged 5 weeks post-operatively in 
good condition. There was no postoperative mortality. The 
commonest postoperative complication was chest infection in 2 
cases, which was minor and self-limiting managed by chest 
physiotherapy. Among the delayed complications, one patient w ho 
had choiedochoduodenostomv developed persistent epigastric 
pain, which on endoscopy found to have severe antral biliary’ 
gastritis. This patient ultimately required truncal vagotomy, 
pyloric exclusion and Roux-en-Y gasterojejunostomy two years 
after the first operation and remained symptom free ever since. 

Follow-up ranged from 3 months to maximum of 6 yrs 
with average follow-up of 2.75 years. The overall sy mptom 
control was good and complete cure was achieved in atl cases of 
hepatic resection. In spite of a very long study period, our follow up 
is not long enough due to a simple reason that all of the hepatic 
resection cases were non-residents and due to their migration we 
were unable to maintain a long follow up \v iththem. 

Discussion: 

The Caroli’s disease is a rare disease, with an estimated 
incidence of I/I.000.000 cases. 1 Owing to the rarity of disorder, 
the diagnosis is often delayed and lack of experience frequently 
results in inappropriate treatment. The typical presentation of 
disease by recurrent attacks ol pain, fever and jaundice draws all 
attention to common bile duct, resulting in futile operations 
(Cholecystectomy, choledochotomy, sphincteroplasty and 
hilindigestive anastomosis) on CBD, as observed in world 
literature " and also wc did in our first case. That’s why. it is said 
that always remember the intrahepatic lithiasis(Caroli*s disease) if 
cxtrahepatic hiliary tree is normal in a classical case of 
cholaneitis.' 2 


The current generation of diagnostic modalities h 
almost solved the problem of diagnosis. Today the pre-surc' ** 
diagnosis of CD can be established confidently with abdom‘ 
ultrasonography (US) and computed tomography (CT) tC 
diagnostic US and CT features are multiple cystic dilatations C 
intrahepatic bile ducts which sometimes partially or comnlet r 
surround the portal radicles giving rise to so called central h ^ 
sign.” " H In addition, the associated lesions in other organs 
also be demonstrated at the same time, as shown in Figure |J i 
spite of the risk of introduction of infection and occasional fajhj 
to outline the lesions due to stenosis or obstruction by stones ** 
debris, the endoscopic retrograde cholangiopancreatogranlT 
(ERCP) which outline the intrahepatic biliary tree showi * 
classical picture of multiple saccular dilatation with intervenin' 
strictures, as shown in Figure HI. remains the important diagnosis* 
tool for preoperativc evaluation as well as to follow the 
progression of the disease." 1 Similarly the percutaneous 
transhepatic cholangiography (PTC) and operatiy. 
cholangiography arc useful diagnostic aids. Recently the use of 
magnetic resonance cholangiopancreatography (MRCP) j* 
advised as it is free from the drawbacks of ERCP’ 7 but because of 
non-availability in our center in initial part of study, it was not used 
Nuclear medicine techniques, like Technctium-99m DISIDA 
have been reported as being highly sensitive, noninvasive 
inexpensive and safe 1 * but arc nonspecific. 11 Hence, CT scan and 
US may be regarded as more specific and best modalities for 
evaluating and making the diagnosis. Invasive procedures, like 
ERCP and PTC. for confirmation of the diagnosis remain the 
corner stones for the diagnosis of CD. 

Precise delineation of the disease pattern and its 
differentiation from other conditions are of vital significance 
before selecting the therapy. The disease presents in a localized and 
diffuse form. Later is more common and usually associated with 
CHF. There is strong association between CD especially one with 
CHI and mcdularly sponge kidney.' 41 ’ This was also observed in 
one of our cases, as shown in Fig. II. The reported incidence of 
localized or monolobar CD varies between 20-40% and more than 
90% of these is confined to left lobe. The (57%) incidence of 
localized CD in present study is higher than the many reported 
figures." 1 ” 21 Higher incidence of localized CD has also been 
observed by M. Mercardier et al." This disparity may be due to 
different population under study but, to our knowledge no such 
study from this region is available for comparison. 

The CD should be differentiated from recurrent 
pyogenic cholangitis (RPC), also known as cholangiohepatitis or 
oriental or infcstational cholangitis that is quite often seen in Far 
East. This condition can be distinguished from CD by typical 
radiological appearance on ERCP w hich in contrast to CD involve 
extrahepatic biliary' tree mainly CBD. CHD and left hepatic duct 
just above the bifurcation and stricture-dilatations with marked 
smooth dilatations and excessive branching of intrahepatic ducts 
with prominent arrow-head formation." 24 differentiate this from 
CD. In addition, hard stones, in contrast to soft stones of CD, are 
also mostly confined to extrahepatic ducts and in up to 50% of 
cases clonorchis infestation could be demonstrated. Dead 
clonorchis had been demonstrated in the center of stones. 5 ' 24 
Similarly Ascaris ova have been found in the stones. 24 All these 
evidences clearly points to infcstational pathology' rather than a 
congenital origin, hence the treatment is also different than CD. 

The most vital therapeutic consideration while planning 
the treatment of CD are cure or permanent relief of recurrent 
attacks of cholangitis and prevention of future development of 
cholangiocarcinoma. The incidence of cholangiocarcinoma is 
substantially high: the reported incidence varies between 7* 
14%.' 21 ' 5 The carcinoma is believed to develop when biliary 
epithelium is exposed to long standing inflammation due to bile 
stasis, hepalolithiasis and recurrent bacterial infection leading to 
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transplantation’^ 17 "- that is why we did not use any ^ 
intervention in these eases and relied on temporizing 

while waiting for liver transplantation. 

Hence, it is concluded that where teas)hi 
resections is the ideal management of localized Caroli 
which is not only safe but also provides the best cnan< 
Nonetheless, diffuse disease carries the poor prognosi: 
transplantation is the only hope for cure. 


-— T r~hvnerplasia-dysplasia and eventually carcinoma, 
epithelial hyP cl a p* on liver biopsy specimen of CD 

WhUC '? rholanciocarcinoma) has recognized several clonal 
(without ci t alities . Although, uncertainty remains to be 

chrotnosornmj-- er of 

tic factors are more important in 

clari f Cd ^ni of carcinoma, the disease carries a significant risk of 
developmei Thc risk c f malignant change is supposed to 

ch0 L an 5? r f n Lnolobar disease than diffuse forms.' 1 further 
bL ‘ ’fdne more radical approach in localized disease Even the 
sugg csun * c| j carc jnoma has been reported as a complication of 

^“T^rnnsidcring all these problems, when feasible resection of 

C P' A mrt of liver seems the most suitable treatment. 

disease P oca || ze d forms, which are generally confined to left 

, . or occasionally to right lobe of the liver, are suitable 
0b !r flies for hepatic resection. Currently, such resections can be 
can ?"L -h with minimal morbidity and mortality, as observed in 
pC ' ,„udvas well as in many other studies."'’” “ Moreover, the 

prc u^-nt symptomatic relief during long term follow-up, as 
CX rccd in our cases of hepatic resection and also validated by 
n0t .mi and eliminating the potential site for developing 
01 . uphold this therapeutic management. Such 

CarC nnriate treatment is still often undertaken on a secondary- basis 
3 Ifher because of wrong initial diagnosis or when disease is 
recognized but inappropriately treated by sphincteroplasty or 
hllioenteric drainage procedures * We admit that we too did the 
e mistake in our first case and also added unnecessary drainage 
$am c edure in second case to safeguard the development of disease 
^ the remaining liver which ultimately ended up in second 
,n tlon Furthermore, two of our cases had such operations in 
0 jf r hospitals before referral to us. This highlights the need for 
awareness about this pathology and its management strategies. 

Panhepatic or diffuse forms of CD continues to be a 
test therapeutic challenge. Many types of external and internal 
drainage procedures have been tried but with limited success. The 
permanent external drainage method like Praderi’s operation " or 
internal drainage procedures such as. Sphincteroplasty. 
Choledochoduodenostomy are not only ineffective but also 
attended by ascending cholangitis, thus should be avoided."'" 1 ' 
Long limb Roux-en-Y choledochojejunostomy or 
hepaticojejunostomy are the favored method of interna! drainage 
for CD and have lower incidence of such a risk'" All these 
procedures remain inefficient due to specific pathology of CD, 
multiple intrahcpatic stricture-dilations making these as inefficient 
drainage procedure."” Mercadier has combined left sided 
resection with disimpaction of stones in right half of the liver and 
Roux-en-Y hepaticojejunostomy.'" Finally, permanent access 
hepaticojejunostomy, in which closed end of loop of Roux-en-Y 
hmaticoieiunostomy is buried subcutaneously for ready access for 


Resected specimen of left lohe oj liver, cut section 
showing Intrahepattc stones 


CT scan showing dilated intrahcpatic ducts and 

) i ephrospongios is 


ERCP. Showing Caroli's disease, multiple stricture dilatations 
with intrahcpatic stones confuted to left lohe of liver 
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^jj^j^Pexperience with Tuberculous lymphadenitis in Central 


Saudi Arabia 

Abdullah A ABBA FRCP. DTCD. FCCP 



Abstract was (Q describe the presentation , management and outcome of tuberculous 'y™P ha ^n't’s 

The objective of tn_ ¥ hj p a tj en t s W jth a diaqnosis of TBLA who presented to Riyadh Medica Comp ex 0 
(TBUA) ,n O gllo5 from July 2001, to June 2004 were included. Data collected included demographic, cinica. a o ^ 
three-year pe J y follow up visits. One hundred and thirty five patients were included in the st y 

parameters at presentatior^^aie^ ?6 g% gnd non . Saudi nationals 58.5% - a majority of whom were from 

0163 h act Asia. Swelling was the most frequent reason for seeking medical help (79.3%) but a su . ® davs 

South"Ess t'XA i<v\ uupiaht loss (13 3%1 or niqht sweats (15 6%). Median duration of symptoms wa y • 

patients ^^Xde^opaCwas «he^occurring in 85.93% of patients while generahzed 

lymphadenopalhythe form of eith^ spleno- 9 or hepatomegaly occurred in 31.2% of patients’ Iron deficiency anaemia 
0rBBn0 ?255*onrarS^i?th«ocyle sedimentation rate was normal in 13.33%. Tuberculin Skin Test and the chest 
oecurred abnormal in 90.33% and. 31.9% of patients respectively. None of the patients tested for H'V 

rad r51 tor the virus All patients recorded an increase in weight at the end of therapy, which consisted of V c ry 

positive _ Treatme nt related hepatitis occurred in 5(3.7%), paradoxical increase size of nodes in 8(5.9/o) and 
10 !i Ch ^mnhadenopathy in 23 (17.0%). TBLA in Saudi Arabia is predominantly a disease of females and occurs mo e 
residual y p expa t r iates- Although HIV-seropositivity is rare in this group, constitutional symptoms and associate 
ofTnomegaly are common features. Treatment failure is uncommon and most patients record weight gain as a 

^ a JL I_ -p jPk M «. / 


response to therapy. 
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INTRODUCTION: . . 

Tuberculosis remains a major problem in the developing world and continues to cause 

significant morbidity and mortality. Tuberculous lymphadenitis < I BLA ) is perhaps the 
commonest cause of extra pulmonary lymphadenitis worldwide. While its significance 
as a cause of lymphadenitis varies from one part ot the World to another, it is certain!) 
the commonest cause in the developing world as well as among the immigrant 
population in the developed world. With the emergence ot the human 
immunodeficiency virus (HIV), there are descriptions of variations in the presentation 
and outcome of TBLA especially among those infected w ith t lie \ irus. Saudi Arabia has 
very low prevalence of HIV' infection but high incidence of tuberculosis. 1 Bl.A is not 
only the commonest form of extra pulmonary tuberculosis ' but also the commonest 
lymphadenopalhy in adults in Saudi Arabia . 1 here are. howev er, studies describing 
the pattern ot ibis disease in the Kingdom . I he studv was aimed at describing the 
presentation, management and 1 BLA in a population with low prevalence tor IUV 

infection. 

MATERIALS AND METHODS: 

This was a descriptive observational study in which patients aged 15 years and over 
seen at Riyadh Medical Complex, Riyadh, Central Saudi Arabia and diagnosed to ha\ e 
tuberculous lymphadenopathy between the periods of July 2001 and June 2004 were 
seen and followed up, Demographic, clinical, radiographic, and laboratory data were 
recorded. Patients were followed up for the duration of therapv and the progress of 
disease and side effects of medications were documented. Diagnosis of tuberculous 
lymphadenopathy vvas entertained if there were acid tast-bacilli and' or casealing 
granuloma on histology or culture ot lymph node biopsy material. Lymph node 
material was obtained by either fine-needle aspiration (PNA). excisional or open 
biopsy. Tuberculin skin test (TST) was carried out by intradermal injection of 5 units of 
purified protein derivative (PPD). All patients received WHO category ! treatment 
schedule i.e, a combination of isoniazid. rifampicin ethambutol and pv razinamido. the 
tatter two drugs for the first two months and the first two tor a total of at least six 
months. During follow up, note was taken of the patients' symptoms, weight 
temperature, size and number of nodes and liver function tests. Patients were excluded 
if follow up vvas incomplete. All follow up was by author (AAA). Data was analyzed 
using the descriptive statistical module of Statistical Package tor Social Sciences 
(SPSS) for Windows version 12. Means and standard deviation (SD) were used to 
summarize continuous variables while percentages were used tor categorical \ ariahles. 
Chi-square test was used to investigate the statistical significance between two 

Keywords: Lymphadenitis, lymphadenopalhy. tuberculosis 
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categorical variables. The level of significance chosen was 5%. 

RESULT: 

There were 135 patients followed up till completion of 
therapy. Eighteen patients were lost to follow up. The mean age 
was 33.3 years (SD = 11.7) with Saudi patients being significantly 
older than the non-Saudi patients (p = 0.0577). Similarly, average 
age of male patients was significantly higher than that of females 
(38.6 years vs, 3 i .Syears; p = 0.0028). The fcmalc/malc ratio was 
3.2:1. This was more pronounced among the expatriate 
population at approximately 5:1. Fifty-six (4I'5%) were Saudi 
nationals and79 (58.5%) non-Saudi nationals. The most common 
presenting symptom was swelling at the site of the involved 
node(s) occurring in 107 (79.3%) of patients. Females were more 
likely to present with this symptom than males (p = 0.0152). Table 
1 gives the details of the presenting symptoms and shows that 
constitutional symptoms are not that infrequent. The median 
duration of symptoms at presentation was 60 days (range 2 to 750 
days) w ith Saudi patients presenting significantly later than non- 
Saudis (148.2 days vs 71.1 days; p=0.0044). The cervical groups 
of lymph nodes w ere the most commonly affected being the only 
site of involvement in 70 (51.9%) patients. Table 2 gives the 
distribution of the sites involved. One hundred and sixteen 
patients (85.93%) had localized lymphadenopathy defined as 
involvement of one group of nodes in eight of whom the 
involvement was bilateral. Twelve (S.89%) patients had limited 

Table - /. Frequency of Symptoms 



Number 

Percentage 

Swelling + Discharge 

107 

1 " 79.3% 

Fever 

_ . . jji _ . _ 

46 

34.1% 

Pain 

34 

-*■ ■ - - - | 

25.2% 

p— —*_ _ _ . . _ --- _ - 

Night Sweats 

21 

15.6% 

- — — . — - « > - — » — 

Weight loss 

18 

13.5% 

Cough 

13 

9.6% 

Others 

16 

11.9% 


l>mphadenopathy defined as involvement of 2to 3 groups of 
lymph nodes while 8(5.93%) had generalized lymphadenopathy 
defined as involvement of more than three groups of lymph nodes, 
organomegaly in the form of hepatomegaly, splenomegaly or both 
occurred in 43(31.2%) patients. These were either clinical or 
sonographic findings. Erythrocyte sedimentation rate was normal 
in 18(13.33%) patients. In the remaining patients, it was 
abnormal. The values ranged between I and 145 with a mean of 56 
(SD “ 33.59). TST test was considered as positive if there was an 
in duration of more than 10mm. It was positive in 122(90.3%) 
patients. A definitive diagnosis was possible from FNA either by 
demonstration of acid-fast bacilli or caseating granuloma in 29 of 
71(36.7%) patients who had this test. Acid-fast bacilli were 
identified either by culture of FNA or biopsy material in 
40(29.6%) patients. In all the other specimens, diagnosis was 
reached on histology of excised lymph nodes. None of the 
50(37%) patients tested for the human immunodeficiency virus 
was positive for the virus. This included all patients with 
organomegaly and/ or generalized lymphadenopathy. At follow 
up all patients recorded an increase in weight ranging from 3 
kilograms to 15 kilograms with a mean of 5.6kilograms. Ten 
(7.4%) patients noted an increase in size of the lymph nodes, 
which was clinically documented. In one patient there was sinus 
formation necessitating incision and drainage. Steroids were used 
in4 of the patients with resolution of lymphadenopathy. In 
5(3.7%) of patients the transaminases were elevated above five¬ 
fold the upper limit of norma). One of these patients had earlier 
anti-tuberculous medications for a week and stopped. In all 
patients re-introduction of the same first line therapy was 
tolerated. Trcatment was extended to 9 months in these 15 patients 
who either had paradoxical reaction or hepatitis .In 46(34.1%) of 
patients there was residual lymphadenopathy at the time of 


completion of therapy. All patients recorded increase in 
and resolution of symptoms. c, 8h 

Discussion: 

Tuberculous lymphadenopathy (TBLA) remains ik. 
commonest cause of lymphadenopathy as well as the comm ^ 
cause of extrapul m on ary tuberculosis in most dcvclopjnJ^ >ntS, 
transition countries. This study demonstrated that TBLA in 
in Saudi Arabia is principally a disease of the young with ^ 
54% of the patients being under the age of 35 years Th' 
compatible with the findings in the developing world iJV* 
western world (hough, it tends to be a disease of the old A r *** 
study from Germany for example revealed the population toh! 1 
older at 40.9 years but, like this study, the natives w 
significantly older than the immigrants/expatriates (53.8 years ^ 
35.5 years) \ There is a clear female preponderance with o ** 
three females to one male. Female preponderance has I* 6 * 
observed in TBLA in similar studies from this region as well 61 * 
elsewhere ' \ The high number of female domestic servants fr ** 
Indonesia and the Indian subcontinent in this study may panr 
explain this RMC being the only hospital freely accessible I 
them. Thus for every one non-Saudi male patient, there were fi ^ 
non-Saudi female patients compared to a figure of.l:2 amone ik! 
Saudi patients. Another explanation is probably the higher chan 
of transmission of tuberculosis in females in communities whei* 
they are sequestrated in enclosed areas for prolonged periods of 
time. As observed in the western world, the immigr™ 
population in Saudi Arabia tends to constitute a hieh 
proportion of cases (over 54%). Of this number, the 
Indonesians make up the majority. This may be related to 
the fact that a majority are domestic servants and front a 
poor background and therefore more prone t 0 
tuberculosis as well as being confined to the home 
Narang et al in a study of nearly 8,000 children showed 
that prevalence was 34 times higher in children with 
- positive family history of tuberculosis than in those 

_! without a history and that there was an association 

between prevalence and the living standards of the 
children, w ith a higher prevalence in families that belonged to an 
underprivileged social class living in thatched, improvised 
houses*. A study of extrathoracic tuberculosis in HIV - negative 
adults in the United States also identified the disease to occur 
more frequently in females and in immigrants from countries 
other than the Americas - persons from India. South-east Asia and 
the Eastern Mediterranean Africans comprise d 7l%ofcasesof 
TBLA in a Danish University Hospital The relative paucity of 
this condition among patients from Africa and other Arab nations 
in this study is, however, difficult to explain. 

Presentation, in our population seems to be late 
especially among the Saudi patients with a median duration of60 
days. This however is much earlier than the reported duration of 
over L year in 43.75% of patients from India 11 . In a study by 
Hochedez et al from France. HIV positive patients presented 
much later than HIV negative patients (2 months vs. 1 month) 1 *. 
Although a majority presented only with local symptoms, 
constitutional symptoms occurred in more than a third of the 
patients. This is similar to the figure reported by Memishetal(nin 
whom there was only one patient who was HIV positive. 
Geldmacher et al \ however reported that all their patients had 
constitutional symptoms although only one was HIV positive. 
Our findings therefore support the view that symptomatology Per 
se does not indicate the presence of co-infection with the HIV 
making it a nondiscriminatory factor in differentiating between 
HIV positive and negative patients. Although only 13.3% of the 
patients gave history of weight loss, all patients gained weight of 
at least 3 kilograms while on treatment. It is obvious therefore that 
most of the patients had an insidious disease course that was not 
noticeable by them. Weight loss is therefore a very common 
feature of tuberculous lymphadenopathy even in HIV negative 
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combination with FN A has been shown to increase the stnsUi y 
to 90% To obviate the need for exc.s.onai biopsy, therefore 
multiple punctures should be undertaken adequate material 
obtained for both cytology and culture and the result collated 
with theTST. Culture of FNAor biopsy material was requested in 
less than one third of the patients in this study. In a large senes 
of 1838 patients withTBLA by Ehring. culture was positive in 
1 only 18 % 1 '\ That not withstanding, the increasing resistance 

- 0 f m. tuberculosis to first line anti-tuberculous drugs makes it 
" prudent to request for culture and sensitivity in all lymph 
~ nodes specimens. It is the policy however in some 

“ not to routinely culture specimens of lymph nodes for Ah B . 
“ Mycobacterium tuberculosis polymerase chain reaction 

— (PCR) for mycobacterial DNA sequences on the FNA or 

- biopsy specimens has been shown to have a sensitivity. 

— specificity, positive predictive value, and negative predictiv e 
” values of43.33,100,100,63.83 per cent respectively . It is an 
r| expensive test thus making it suitable for confirmation in 

mthi-rihan for screeninu. None of our cases had 


. As in m ost other studies of TBL A, the cervical group 
odes is the most commonly involved. This may be 
; the fact that the bacilli deposited in the pharynx and 
*ad by lymphatics to the cervical group of nodes, 
of the bacilli in the lungs will also put the mediastinal 


hadenopathy A ccording to site 


pis friblit ion of L 


Table - 2, 

incfllfeed _ 

Cervical____ 
Sugraclavicu 

AxilkaX-—- 

Inguinal___ 
e»bmandibu 
Intrathoracic_ 

|pfra abdominaj 
rimited _ _ 

7>nerali/cd 

%t aTH—- 


Number 


, m ph nodes as the primary site of drainage. In this study, 
'hest radiograph was done in all patients, there was 
loracic involvement in only 5(3.7%) of patients. This 
. haematogenous spread to the cervical nodes as a less 
explanation for the predominance of this group in 
.verity (14 8%) patients had involvement of more lhan 
) of lymph nodes and in 8(5.9%) it was generalized 
ijs clinical finding al$o non-discriminatory between 
ive and negative patients. This study therefore supports 
study that showed clinical findings in TBLA to be 
tween HI V seronegative and positive patients l \ 

The finding of lymphadenopathy often leads to a series 
•*-. teS ( S with a view to ultimately reaching a tissue 
The identification of acid fast bacilli (AFB) by culture 
or the presence of caseating granuloma in the right 
is largely taken as diagnostic of TBLA. Tissue is 
: easily obtained by fine needle aspiration (FN A) for 
and culture. In this study the yield from this method was 


of diagnostic 
diagnosis.- 
or microscopy 
clinical setting 
best and more 

ooor a06 7%- This is partly because mycobacterial culture was 
not requested in all the cases that had non-conclusive results and 
subsequently underwent excisional biopsy. Other studies have 
however shown FNA to have a high sensitivity and specificity. Jha 
et al had a positive result in 52 out of 56 patients (92.9%) while 
Chao ct al reported a sensitivity of 88% and a specificity of 96 % 
The isolation of acid-fast bacilli from the FNA material is 
higher in purulent aspirates, followed by caseous and least often 
in blood-mixed particles 17 Granulomas were most often seen 
when the aspirate was blood-mixed particles, followed by caseous 
and, least often, pus ,7 . Tuberculin skin testing has been used as a 
basic tool for the diagnosis of tuberculous injection and its 
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of a Doppler Echocardiographic Index Of Global 
Ventricular Fundtion In Dilated Cardiomyopathy 


Sohaib Ahmad.MD; M.U. Rabbanl, MD.DM; Nadia Shlrazl, MD 

Abstract systolic functional impairment co-exists in patients of dll ^ , ®^ card '° T T r artinnai 

n-.° T he indices of systolic function like left ventricular ejection fraction (LVEF) and fractional 
u^rtonino have been utilized over years as a measure of the left ventricular function but ejection 
mav be erroneously calculated in patients with mitral and aortic regurgitation, very common y 
fraC H».nd with heart failure in DCM. Also, the LVEF does not correlate with the angiographically 
3S «mated value Diastolic function indices correlate well with the functional status (NYHA) bu 
presence of mitral regurgitation and atrial fibrillation does not permit an accurate assessment in such 

pa " e nur studv aimed at correlating the clinical status (NYHA class) of patients with DCM with heart 
feii.irp at the time of presentation, with the systolic (LVEF, left ventricular end-diastolic diameter) and 
^astoiic indices (E- and A- deceleration time) individually and with the Tei index (index of myocardial 
performance) that combines the systolic and diastolic parameters and is independent of the heart rate 

anC * analysis of 60 such patients revealed that a successive shortening of E- and A- deceleration 
time and increased value of Tei index correlated significantly with the clinical status and proved to be 
more informative than the systolic function indices. 
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Impairment ofteft ventricular contractile function is the major abnormality 
in dilated cardiomyopathy (DCM) and is usually associated with chamber 
enlargement. Patients with dilated cardiomyopathy often have impairment in 
contractile reserve, which produces a reduction in fractional shortening with modest 
increments in end-diastolic diameters. Dilated cardiomyopathy, often considered as a 
condition of left ventricular (LV) systolic dysfunction, encompasses diastolic 
dysfunction in addition to systolic functional impairment and studies have 
demonstrated the coexistence of systolic and diastolic dysfunction in majority ot 
patients with congestive heart failure 1 Diastolic dysfunction is the initial alteration in 
dilated cardiomyopathy and studies have demonstrated the presence of impairment of 
left ventricular relaxation as well as abnormalities of LV compliance in patients with 
dilated cardiomyopathy J . 

Systolic and diastolic time intervals are closely linked to systolic and 
diastolic left ventricular performance' 4 . Systolic time intervals have been found to be 
correlated closely with cardiac output, ejection fraction and the first derivative of 
isovolumic left ventricular pressure in patients with and without cardiac disease 1 
The pattern of the early and late diastolic mitral inflow velocity as well as duration ot 
the isovolumic relaxation time, reflect diastolic left ventricular performance 

However, an accurate assessment of diastolic dysfunction is difficult 
especially in the presence of advanced symptomatology, tachycardia, mitral 
regurgitation and abnormalities of ventricular distensibility and relaxation. Although, 
several studies have revealed a higher correlation between clinical status and 
echocardiographic parameters reflecting entirely diastolic dysfunction, left 
ventricular ejection fraction (LVEF) is the most commonly utilized parameter for the 
assessment of LV functions. 

Overcoming many limitations, the index of myocardial performance was 
devised in 1995, which combines the diastolic and systolic parameters and shows no 
significant influence of heart rate or of mitral regurgitation often present in patients 
with congestive heart failure 7 . It is easily obtained and may be used in the workup of 
patients with suspected cardiac dysfunction 1 
Objectives 

The present study was conducted to assess the correlation between the 
clinical status (NYHA class) of patients with dilated cardiomyopathy to systolic and 


Key words: Tei index. Diastolic function, Dilated Cardiomyopathy, Doppler 
echocardiography. Index of myocardial performance 
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diastolic parameters individually and toTei index which combines 
both systolic and diastolic performance and to compare their 
accuracy in highlighting the left ventricular dysfunction and 
clinical status individually. 

Methods 

A total of 60 patients with echocardiographically proven 
dilated cardiomyopathy with symptomatic heart failure were 
assessed clinically and classified according to their clinical status 
into three groups — group I: NYHA class II (n=13); group 2; 
NYHA class III (n=23); and group 3: NYHA class IV (n=24). None 
of the selected patients demonstrated atrial fibrillation, atrio- 
\entricular block, valvular or pericardial disease. 

All the patients were subjected to a detailed color- 
Doppler cchocardiographic examination according to the 
recommendations of the American Society of Echocardiography * 
using the commercially available ATL-HD1 1500 ultrasound 
svstem. The left ventricular dimensions were measured at the mid' 
ventricular level using M-mode in the parasternal long-axis view. 
Left ventricular ejection fraction (LVEF) was calculated using 
Simpson's method in the apical view. The analysis of mitral inflow 
velocity by pulsed-wave Doppler echocardiography in the apical 
four-chamber view was used for assessment of diastolic function 
and for each parameter, three consecutive beats were measured. 
Velocities in early [E] and late diastole [AJ were measured, and 
deceleration time was defined as the time from the E- or A- peak 
intersection with the baseline. Deceleration time was not assessed 
if E and A were summated as in tachycardia. Systolic/diastolic 
performance (Isovolumetric contraction time [ICT] + 
Isovolumetric relaxation time [IRT]/ Ejection time [ET]) was 
calculated following analysis of Doppler lime intervals as 
described by Tei et al \ 

Statistical Analysis 

Continuous data are expressed as mean ± standard 
deviation (SD); the differences in category- variables were analysed 
by chi-square analysis and differences in continuous variables by- 
Wilcoxon Signed Ranks test. Probability values < 0.05 were 
significant. 

Results 

Among the patients' characteristics at baseline, heart 
rate was significantly higher and blood pressure lower (systolic as 
well as diastolic) in N YHAclasscs III and IV than in class II and the 
severity of mitral regurgitation significantly greater in high NYHA 
classes. However, the incidence of mitral regurgitation and 
differences heart rate did not vary significantly among the 
impending NYHAclasses. 

Figures 1-5 demonstrate the cardiac status (NYHA 
class) in relation to LVEF, E- and A- deceleration time and Tei 
index. LVEDd (Left ventricular end-diastolic dimension) values 
(Figure!) and echocardiographically estimated LVEF showed no 
correlation to the severity of cardiac disability in patients with 
congestive heart failure (Figure 2). (p> 0.05) 

The Doppler time intervals (E- and A-deceleration time) 
were significantly shorter with increasing NYHA class (Figures 3 
and 4). The syslolic/diastolic performance (ICT + IRT/ ET] was 
significantly greater with increasing NYHA class (Figure 5). 
Hence, the diastolic and combined systolic/ diastolic parameters 
correlate with progressively declining LV function (p< 0.05). 
Discussion 

Left-ventricular ejection fraction has consistently 
proven to be good indicator of cardiovascular function; however, it 
relies on various ventricular factors such as left ventricular 
geometry, or is based on erroneous assessment of ventricular 
contractility in patients with aortic or mitral regurgitation, most of 
the patients presenting with congestive heart failure. Additional 
reliable information on ejection fraction depends significantly on 
satisfactory echo conditions. This may represent the widely 
dispersed LV-EF findings in our study that showed no correlation 
to NYHA classes and only poorly- reflected the clinical status of 


patients with congestive heart failure. 

A variety of diastolic abnormalities have been dcscriv. 
in patients with dilated cardiomyopathy; one of the most useful^ 
reliable signs is the abnormal closure of the mitral valve wh* 
reflects a late diastolic equalization in transmitral pressur- 
Pulsed-wave Doppler interrogation of mitral flow velocity show* 
spectrum of diastolic abnormalities in dilated cardiomyopath* 
Different studies have demonstrated the presence of 
impairment of left ventricular relaxation and abnormalities ' 
compliance in such patients. It is important to emphasize that I 
ventricular diastolic function reflects a complex interaction of id 
ventricular relaxation, chamber stiffness. loading conditions i 
temporal or spatial non-uniformity in ventricular function \i! 
these factors and others such as age. heart rate and the coexisten 
of mitral regurgitation should be considered while evaluating lv 
diastolic function. In our study, the successive shortening of E-a, j 
A- deceleration times owing to increasing LV filling pressup 
correlated significantly with NYHA grades and the process or 
declining LV function. These observations were similar to ft 
findings of Dahm et al\Tcnncnbaum etaland FruhwaldetaP 

Several investigators have confirmed that severe 
diastolic dy sfunction may be overlooked in heart failure patients 
with elevated filling pressures due to pseudo-normalization of the 
mitral inflow *""" 1 Therefore, in addition to conventional 
Doppler-derived parameters, other methods such as tissue Dopp| cr 
imaging or analysis of the mitral inflow flow propagation velocity 
are being increasingly used to identify these patients 11 


Tei index that combines both systolic as well as the 
diastolic performance reflects “global” LV-function better than the 
isolated evaluation of either ejection or relaxation. Studies have 
shown that isovolumetric contraction [ICT] and isovolumetric 
relaxation time [IRT] accurately reflect systolic and diastolic 
function ,s "\ Initially, prolonged LV relaxation is associated with 
increased isovolumetric relaxation time; with worsening LV 
dysfunction factors like left atrial pressure and mitral regurgitation 
also influence the relaxation time. Progressive lengthening of the 
sum of isovolumetric relaxation lime and isovolumetric 
contraction time compensates for the variable change in 
isovolumetric relaxation time as the LV dysfunction continuously 
worsens, thus rendering the Tei index independent of the changes 
in individual components 27 

Dujardin et al demonstrated that higher values of Tei 
index in patients of heart failure than in healthy individuals were 
attributable to prolongation of isovolumic contraction time and a 
shortening of ejection time; also Tei index was significantlv 
correlated with NYHA class, ejection fraction and ventricular 
volumes and values >0.77 with higher 1-, 3-and 5-year mortal ity ,T 
Sutton and Weigers '\ and Harjai et al put similar forth results 
from their studies. In our study increasing values of Tei index was 
associated with an advanced NYHA class, restrictive filling pattern 
but no significant correlation with LVEF. 

Parthenakis et al concluded from their study that a high 
value ofTei index was associated with advanced NYHA classanda 
restrictive filling pattern while a negative correlation existed 
between Tei index and systolic indices (stroke volume, cardiac 
output), diastolic indices (E/A, A) and cardiopulmonary exercise 
testing parameters (peak oxygen consumption, anaerobic 
threshold) 1A 


The results show that Tei index in combination with the 
systolic and diastolic function indices provides a more or less 
accurate assessment of the clinical status and hence may be used as 
a non-invasive predictor of morbidity and quality of life and with 
further evaluation may emerge as a predictor of mortality in 
patients of heart failure. 

Conclusions 

The determination of diastolic function of left ventricle 
determined by Doppler echocardiography and the combined 
systolic / diastolic performance index (Tei index) in patients with 
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the clinical status, as the values of LVEF determined 
echocardiographically have no or little significant correlation with 

the same. 



Figure /•' Teft ventricular end-diastolic diameter (LVEDd) Figure 2: Left ventricular ejection fraction (LVEF) obtained by 
measurements obtained by echocardiography of the 60 patients echocardiography of the 60 patients in the different NYHA 
in different N YHA classes classes 
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f Intrapleural Streptokinase in Management of 
Multiloculated thoracic empyemas 

Naveed Nazir Shah, Arshad Altaf Bachh. Rakesh Bhargava, Zober Ahmad, D.K. Panday, Mohd. 

Shameem 



Abstract thoracic empyemas which are incompletely drained by tube thoracostomy a 

£suraical intervention. Non surgical approach with the use of a fibrinolytic agent I ke 
USUa +rtkinase is an effective alternative modality which can avoid a thoracotomy .To evaluate the utility 
St / e i P rPDtokinase in the management of multiloculated empyemas, a single blind randomized case 
° f S #Infstudv was conducted. 36 cases of multiloculated thoracic empyemas were included with failure 
j |ess^than 100 ml/24 hrs through tube thoracostomy. Cases were randomized into two groups 

s ^ne solution was instilled daily into the chest tube for 6 consecutive days. In control < 3 roup '°° 
mfnf normal saline was instilled intrapleurally through intercostal drain. Assessment was done on the 
Ullcis of clinical improvement, amount of drainage, duration of chest tube in situ and radiological 
improvement by chest x-ray The study revealed clinical improvement, increased drainage through 
^hP* 5 t tube shorter duration of intercostal drainage in situ and radiological improvement in the 
ctrPDtokinase group compared to control group. The observation difference is found to be highly 
cinnificant statistically. No major adverse effects were noted in streptokinase group.The study 
concludes the safety, efficacy, reduced hospital stay and decreased morbidity in patients of loculated 
empyemas in whom streptokinase was instilled intrapleurally as compared to control group. 
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INTRODUCTION: 

Empyema is a collection of pus in a natural cavity. A pleural empyema is 
defined as pus in the pleural space. Drainage of pleural empyema by making an 
opening in the chest was first described by Hippocrates . Modern day management by 
closed drainage which has resulted in a dramatic fall in mortality as based on the 
principles developed by Evarts Graham and the World War 1 Empyema Commission . 

Some patients fail to recover with simple drainage inspite of intercostal tube 
insertion and aggressive antibiotic therapy. Most of these have progression of the 
acute empyema to the fibrinoplurent stage with multiple loculations and viscous pus . 
These patients are managed by surgical intervention, early thoracotomy and 

decortication being currently preferred modalities 4 . 

Streptokinase was developed in 1944, the first clinical application of this 
drug was by Tillet & Sherry in 1949 for intrapleural instillation in cases of acute 
fibrinous pleurisy, bacterial empyema and haemothorax. 5 Since then many others have 
reported on the utility of intrapleural streptokinase in facilitating empyema drainage 

by a chest tube, avoiding a major thoracotomy^ 1 

The present study was undertaken to evaluate the utility of streptokinase in 
empyema which acts by dissolving the septations in pleural space and hence 
preventing development of restrictive lung disease. 

MATER1 ALAND METHODS: 

Thirty six patients with multiloculated empyema were studied at 
Department of TB & Chest Diseases, Jawaharlal Nehru Medical College and Hospital, 
AMU, Aligarh, U.P. from Feb. 2004 to August 2005. 

Cases were randomized into two groups: 

Group-A: Streptokinase group: 18 cases 
Group-B: Control group: 18 cases 

Patients were diagnosed on pleural fluid analysis including Gram staining, ZN 
staining and culture. All the patients had standard postero-anterior and lateral 
chest radiograms. USG thorax was performed on all patients before therapy and 
many had follow up USG upon completion oftherapy. Additional CT scan thorax 
was carried out in 6 cases. 

The decision to insert chest tube followed the recommendations of 

Light 12 

Inclusion Criteria: 

Stage I acute exudative or stage II fibrinopurulent empyemas, were included 
Key words: Empyema, Streptokinase. Thoracostomy 
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(as defined by subcommittee on surgery of the American Thoracic 
Society”. 

Other Criteria: 

(1) Exudative pleural fluid as described by Light'*’. 

(2) Pleural fluid with at least one of the following: 

pH <7.20 
Glucose <40 mg/dl 
LDH> IOOOIU/L 

Total protein > 5 g/dl /grossly purulent appearance 

WBC count > 20,000/d I 

Positive Gram stain or growth on culture 

(3) Clinical toxicity with fever or leucocytosis 

(4) Multiloculations of fluid as demonstrated on USG 
thorax. 

(5) Failure or less than 1000 ml/24 hrs drainage in tube 
thoracostomy without radiological or clinical 
improvement. 

The etiology of empyema was presumed to be 
pneumonic or tuberculous. 

The diagnosis of tuberculous empyema was made using 
the following criteria. 

(1) Family history of tuberculosis 

(2) Biochemical criteria of exudative pleural effusion 
as described by Light. 

(3) Sputum or pleural fluid analysis for acid fast bacilli. 

(4) Associated lung parenchymal lesions consistent 
with radiological diagnosis of tuberculosis. 

(5) Negative routine bacteriological smear and culture. 
Exclusion Criteria: 

Patients excluded were those with 

(1) recent major surgical procedure 

(2) long standing chronic draining empyema' 1 M with a 
bronchopleural fistula 

(3) stage 111 chronic organizing empyema with a thick 
pleural peel as demonstrated by USG thorax. 

Streptokinase instillation: 

Patients were placed in lateral decubitus position with 
the unaffected lung dependent, and streptokinase 2.5 MU in 100 ml 
of 0.9% saline solution was instilled intrapleurally. Tube was 
clamped and the patient was rotated in various positions and clamp 
released after 4-6 hours. The procedure was repeated daily for 6 
consecutive days 12 . In control group, 100 ml of normal saline was 
instilled intrapleurally for 6 consecutive days through intercostal 
drain. 


(4) Evidence of radiological improvement by stan 

chest radiogram and/or USG thorax. 1 

X-rays were taken 24 hrs before instillation 
streptokinase and were repeated after the complete cour 
therapy on 7 th to 10" 1 day and thereafter whenever required (V 
were followed up for a minimum period of 8 weeks. In ord* 4 
score the changes in chest x-ray, dimensions to pleural eflY *■ 
were estimated by measuring two maximal diameter* . 
angles lo each olher. 

Radiological arbitrary scoring system was 
described by Bourosetal 11 as follows: 

0 

1 

2 
3 


used 


No change 

Less than l/3 ,J improvement 
Improvement between l/3 ^J and2/3 ^,, 

More than 2/3' d improvement 
Volume of pleural fluid drained from chest tube was rccori 
daily. Any adverse effect to drug streptokinase like fever na‘ 
allergic reactions or haemodynamic changes, bleeding 
observed. Fever was defined as temperature greater than 38 C ** 
one degree elevation over baseline in previously febrile palienr 
The chest tube was removed when total quantity of fluid thrnu h 
chest tube measured less than 50 ml in 24 hrs. ™ 

Control study was taken with similar aetiopathological cases and 
treated par with streptokinase group. 


OBSERVATIONS ANI^RESULTS: 

The study and control group consisted of 18 patients in 
each. The age ranged from 15-70 years in both the groups. Bolhthe 
groups had 12 males and 6 females. Of the 18 patients in each 
group, 6 were non tubercular who received antibiotics according to 
culture sensitivity report, while 12 were tubercular who received 
standard antitubercular regimen (2HRZE/4HR). Of the 12 patients 
in study group 4 cases were having fluid AFB positivity while AFB 
was positive in 3 cases in control group. 

All the 18 patients in streptokinase group remained well 
and did not need further surgical intervention. The volume of 
pleural fluid drained following streptokinase instillation (after 
subtracting 100ml) ranged from 1300 to 2300 with mean of 
1804.44 ±542.94 in 6 days. Streptokinase was tolerated by all the 
patients. The chest tube drainage in the control group ranged from 
170ml to 500 ml (Mean 269.44 ± 179.73). 

The observation revealed that there was significantly 
higher volume of fluid drained in study group A as compared to 
group B (SE of difference = 67.4,RD = 22.77)( Table 1). 
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value < 0.05, statistically significant). 




* * 




Parameters used 

1, Mean volume of fluid drain 

i - ™ “ - + - ■ r > 

2. Mean duration of ICD in sil 


3. Meat radiological scoring : -IP- ' i ■-■m 


Statistical error of difference between two means is use 
and duration of!CTD in situ betwe 
7' test is used to find out the statistical 
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Assessment of Response: 

The patients were assessed for a favourable response as 
demonstrated by — 

(1) Resolution of fever and systemic and respiratory 
symptoms. 

(2) Increased chest tube drainage 

(3) Decreased duration of intercostal drainage in situ. 


The duration of intercostals drain in situ after 
streptokinase instillation in group A ranged from 18 to 35 days with 
a mean of 26.39 ± 10.74days whereas in control group the duration 
of intercostal drain ift situ after placebo instillation ranged from SO 
to 140 days with a mean of 86.28 ± 52.62 days. The difference in 
mean duration of intercostal drain in situ between the two groups 
was found to be significant statistically (RD> 2) (Table 1), 
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Figure /. ™ 
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The radiological observ 
revealed score 3 response improv'd 

2 ) and score 2 improvement i 
cases. While in L._ 

3 score 1 improvement 

hS I vs ign ffi c an H P <0.00 1) (Table I ). 
nie 3 ' There were no adverse reactions to streptokma.se therapy 

hich would prompt to discontinue the therapy. Specifically there 
w " n0 p a in dyspnea, any signs of new or enhanced bleeding, any 
of systemic absorption of fibrinolytic agent, or other 
indications of drug toxicity. Two patients developed sustained 
' er after 4 ’** and S* doses of streptokinase despite a clearing 
radiograph In retrospect, it was thought to be an allergic reaction 
\o streptokinase. Four patients complained of chest pain which was 

relieved by analgesics. 


/ations in streptokinase group 
ment in 10 out of 18 cases (Fig., 
l jn 6 cases and score 1 in remaining 2 
the control group, score 2 improv ement was seen in 
\ in 7. score 0 (no improvement) was seen in 
The difference was found to he statistically 


DISCUSSION! 

Extension 


of infection of lung parenchyma (pneumonia) 


into the pleural cavity leads to pleural fluid accumulation, so called 
parapneumonic effusion. Contamination of this fluid leads to the 
development of an empyema. American Thoracic society in 1962 
described 3 stages of an empyema. Stage I (the exudative stage) 
lasts for 24 hrs, has thin fluid with low cellular count; can be 
adequately treated with closed drainage with full expansion of 
lung. Stage II (the fibrinopurulent stage) is characterized by a 
thicker exudates, often with frank foul smelling pus containing 
polymorphonuclear leucocytes and fibrin with progressive 
tendency for loculation and development of a limiting membrane 
covering the visceral pleura preventing full lung expansion. This 
stage averages 7 to 10 days. In stage III (the organizing stage), 
fibroblasts grow into the exudate covering the visceral and parietal 
pleurae leading to formation of an inelastic pleural peel preventing 


lung expansion. 

Stage I and some cases of stage II can be successfully 
managed by closed drainage while most stage II and III cases 
require surgical intervention. 

Use of intrapleural fibrinolytic is another viable 


alternative to facilitate drainage and lung expansion in stage 1 & II 
empyemas inadequately treated by chest tube alone* MK 

Streptokinase is a purified proteolytic enzyme derived 
from a bacterial protein of group C B hemolytic streptococci. 
Plasminogen is converted to a proteolytic enzyme plasmin by 
streptokinase. Plasmin then degrades fibrin clots and fibrenogen. 

The present study was undertaken making use of this 


original article 



Mdti&tafJ 

qffUum' 


purified streptokinase in management of multiloculatcd 
empyemas when the drainage after intercostal tube drainage alone 
was inadequate. In our study radiological evaluation showed 
excellent results in 12 out of 18 cases (66%) moderate results in 
remaining 6 cases (33%). This is in accordance with the studies 
conducted previously 5 ’ 11 n 1 ' .Taylor ct al in 1994' tound complete 
resolution with re-expansion of underlying lung in 8 out of 12 
patients (66.66%). Robinson et al in 1994 1 * found similar success 
in 10 of 13 patients (77%). Sanchez el al in 1996’ in their study had 
a success rate of 92% with complete resolution in 44%. rhemes in 
1996 in his study of 26 patients noted complete resolution in 16 
out of 26 patients (62%). partial resolution in 2 out of 26 patients 
( 8 %). 

In our study, dose of purified streptokinase used was 2.5 
MU dissolved in 100 ml of Normal saline and the tube was 
clamped for 4-6 hrs. In practice the clamping period after 
streptokinase varied from 2 to 24 hrs 1 Bergh et af suggested a 
shorter instillation time of 4 hrs. combined with use of purified 
preparation contributed to reduced incidence of adverse effects. 

No major adverse effects were noted in our study. I he 
minor ones included fever and pleural pain' ''. Fever was perhaps 
due to a delayed hypersensitivity type reaction due to presence of 
some contaminating streptococcal proteins as well as from 
streptokinase itself rather than presence of a conventional bacterial 
pyrogen. Toxic responses tike arthralgias, nausea, malaise and 
headache were also seen w ith earlieralthough they appear to be 
less frequent with more purified preparations of this agent ". 
Anaphylaxis, w hich may occur in as many as 3.3% of intravascular 
administration of the agentis very uncommon event with the 
intrapleural administration; reported in only 2 case reports till now 
ai \ Although the patients with bronchopleural fistula were 
excluded in our study, these type of patients have been treated 
successfully with streptokinase without any major adverse 
reaction. 

CONCLUSION: 

Multiloculated toxic empyema patients with 
incompletely drained pus have been managed by conventional 
open surgical approach which has resulted in substantial 
morbidity, mortality and expenses. Intrapleural fibrinolysis by 
streptokinase via-tube thoracostomy facilities complete pleural 
drainage and thus provides a safe, efficacious and cost effective 
modality of treatment. Subsequent surgical intervention is not 
jeopardized by prior use of streptokinase. 
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I Tj^jjcobacter pylori prevalence in Professional workers in main 
I teaching Hospitals of Kashmir Valley. 

! Shahzada Parray, Suhail Malik, Javiad Basu, Saima Rashid, G.M. Malik 

_ _ _— - --’ 

| Abstract^ a - m of this study was to compare the prevalence of H.pylori seropositivity among medical 
% mfessional workers with that of general population. To determine whether different staff groups in an 

P rute care hospital are at increased risk of acquiring H.pylori infection.One hundred fifty (150) medical 
1 a r r>fessionals working in different departments and fifty (50) non professional persons of same age and sex 

i P ta k e n as controls. The serum was assayed for Ig G anti- H. pylori antibodies-The H.pylori positivity was 

1 R4 0 / in professional workers and 48% in controls (P<0.05) H.pylori positivity had a positive correlation with 

! aae° being highest in the 20-35 years (57.47%). The seropositivity was higher in males in each age group 

as compared to females except age group 20 - 35 years was positivity was more for females (P>0.60). The 
H pylori positivity rate in cases and controls were seen to differ significantly (P<0.05) in the female 
population while as in male population the difference was not significant (P>0.4Q). The H.pylori 
seropositivity was found in 72.10% of cases who were having gastrointestinal symptoms as compared to 
1 47 82% of asymptomatic persons (P<0.01). The results showed an increasing positivity of H.pylori with 

increasing duration or work (P>0.20). The results showed a high H.pylori seropositivity in persons 
belonging to poor families (P<0,05). The prevalence of H.pylori was highest in professional workers. The 
seroprevalence of H.pylori positivity increased with increased age. The prevalence of H.pylori was more in 
males. The seroprevalence of H.pylori was more in poor families. The H.pylori infection was more in healthy 
workers with longer exposure to patients. H.pylori seropositivity was more in professionals with Gl 
symptoms. H.pylori seropositivity was higher in Endoscopy staff dental surgeons and general surgeons as 
compared to rest of the theatre staff, nurse, medical students and sweepers. 

JK-Practitioner 2006;! 3(21:95-97 _ 

Introduction: - H.pylori was brought to worlds attention in 1983 when Warrwen 
and Marshall, two Australian investigators reported isolation of spiral organisms 
from mucosal biopsy specimens of patients with chronic active gastritis and 
peptic ulcer disease 1 . It is spiral shaped 0.5 X 3mm micro aerophilic gram 
negative rod with 4-6 sheathed multiple unipolar flagella with terminal bulbs. It 
resides below mucus layer in opposition to gastric epithelium in any location in 
which gastric epithelium is found, including the stomach and such metaplastic 
locations as the oesophagus, duodenum and Meckel’s diverticulum 1 . H.pylori is 
one of the world's most common pathogens. The prevalence of organism is 
dependent on socioeconomic class, race and whether the subject resides in a 
developing country. The prevalence of infection increases with age in all 
populations and is significantly higher in the developing countries and is closely 
related to the low economic status. Japan is an exception among the developed 
Countries, the prevalence of H.pylori infection in people more than 40 years is 
approximately 80%. Overcrowding, suboptimal sanitary conditions, poor 
hygiene and low economic status are all factors thought relate to a high 
acquisition of H.pylori infection 1 . 

Increased seropositivity has been reported in endoscopists and nurses 
indicating an occupational risk’. H.pylori has been identified in drinking water 
using autoradiography chain reactions amplification'. 

H.pylori is spread largely by person to person contact, transmission via 
an external source such as water supply is a possibility but in general, infection is 
probably passed from person to person. Arguments for and against faecal-oral, 
oro-oral and gastro-oral transmission have been presented, but the dominance of 
these routes is still to be determined’. H.pylori infection has been incriminated 
to acute and chronic gastritis duodenitis, duodenal ulcer, gastric ulcer, non-ulcer 
dyspepsia, gastric adenocarcinoma gastric non-Hodgkins lymphoma of mucosa 
associated lymphoid tissue, coronary artery disease, rosacea, growth retardation 
in children”. H.pylori infection seems to be epidemiologically linked to the 
presence of cardiovascular and cerebovascular disease in diabetic patients, 
urtacarcia*. Multiple tests invasive and noninvasive are available for determining 
H.pylori infection. These are culture method, histological staining, direct 
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detection of urease activity, radioactive carbon urea breath test 
serological test. ELISA is the technique of choice for 
serological test because it offers the most versatility in regards 
to immunoglobulin specificity and relative case of use. The 
sensitivity and specificity of the test is 97% and 98% 
respectively. 

Materia] and method: - This study was conducted in S.M.H.S 
Hospital and Govt. Dental College Hospital Srinagar. The 
persons for the study were chosen among doctors from Surgery 
Department, persons working in Operation Theatre, 
Endoscopy Staff, Dental Surgeons. Nurses, Sweepers and 
Medical Students. Study enrolled 150 professional workers and 
50 non-professional persons of same age and sex. A detailed 
clinical history regarding smoking, alcohol, dietary habits, 
source of drinking water, present and past medical history with 
particular reference to indigestion, heart burn, acid erucation or 
epigastric pain, family history and previous investigations like 
barium studies stomach, upper G1 endoscopy, ultra sonography, 
and previous use of antiulcer drugs and anti H.pylori treatment 
was taken. A detailed general physical and systemic 
examination was done with particular reference epigastric 
tenderness, mass, ascites, gastric splash, hepatosplenomegaly. 
Investigations like blood sugar random and E.C.G was done in 
all cases. The venous sample of blood was taken from median 
cubital vein. The serum was assayed for anti H.pylori 
antibodies. 

The results were calculated as: 

Results: - The age cases (professional workers) ranged from 20 
- 56 years with (mean ISD = 35.96 ± 8.66). The age range 
among controls was 20 - 65 years with (mean ISD = 39.04 ± 
12.54). Among cases 64% were males and 36% were females. 

Among controls 62% were males and 38% were 
females. 40% cases were smokers and 60% were non-smokers. 
64% cases were positive for Ig G anti H.pylori antibody among 
professional workers and 48% among control group (P<0.05). 
H.pylori seropositivity had a positive corelation with age, being 
highest in the age group of 36 - 65 years (72% - 78%) and 
lowest in the age group of 20 - 35 years (57.44%). In cases 
higher value of H.pylori seropositivity was found in each group 
in males as compared with females seropositivity differed 
significantly between two sexes except in age group 20 — 35 
years were seropositivity was more for females (P>0.60). Out 
of 150 cases the history' of gastrointestinal symptoms were 
present in 86, among whom 62 (72.10%) were H.pylori 
seropositive. Out of 64 asymptomatic cases 31 (47,82%) were 
seropositive for H.pylori (P<0.0l). The seropositivity' in 
different professional workers showed a stasticaliy significant 
difference in endoscopy staff and dental surgeons (P<0.051). 
The results showed an increasing positivity' of H.pylori with 
increasing duration of work, but the difference was stasticaliy 
non-significant (P>0.20). Among professional workers 
seropositivity was found in 75% of cases belonging to poor 
families while as it was 54% in cases belonging to good 
socioeconomic status (P<0.05). Our study also showed 
H.pylori positivity 50% and 70% in 3* year and final year 
MBBS students respectively. 

Discussion: - This study was carried to find out the prevalence 
of H.pylori seropositivity among professional workers in main 
teaching hospitals of Kashmir Valley. All the cases were 
randomly selected from different departments all the cases and 
controls were subjected to H.pylori Ig G ELISA test detection 
of Ig G antibody in the serum is a sensitive and specific method 
for studying the epidcmology of H.pylori infection in healthy 
population in whom endoscopy is not indicated. Our study 
which used ELISA method to detect the prevalence of H.pylori 


it 
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infection found a significantly higher positivity rat"*^ 
professional workers (64%) as compared to control eroun^J ft 
(P<0.05). 

The prevalence of H.pylori infection increased aft 
the age of 35 years in our study having a positivity of 7 <* 
Those observations are in accordance with that mad 5/ *‘ 
Presecki (1977)"', Graham DY etal". The differenc* ^ 
prevalence between two age groups may be caused bv t, 1 * 1 
different mechanisms, an age effect or a cohort effect. The* 
subjects in the study could have a higher prevalence of infect 
either because they have lived longer and hence have had C 
opportunity for infection or because they were bom at a tf 
when the risk of infection in childhood was higher than | ^ 
bom later. Higher prevalence of H.pylori seropositivity 
found in each age group in males as compared to females" 
case group, seropositivity differed significantly between 
sexes except in age group 20 - 35 years. In whom it was 
for females (P>0.60). This does not confirm with what has 
reported by Rudial etal in 1997 u who in his study showed 
anti H.pylori antibodies were present more frequently 
women than in men. The factors for the difference in prevale 
in different socioeconomic groups include hygje 
environmental ’ contamination, standards of living 
sanitation practices. Recently published epidemiological 
showed that the prevalence of infection in children 
associated with the source of their drinking water, 
association between consumption of water and Rpyi 
infection suggests that under appropriate circumstan 
H.pylori may be transmitted by a water born route 
H.pylori positivity in endoscopy workers as compared 
controls was 80% Vs 48% (P<0.051) similar observationsh_ 
been made by Abbas etal, KL Goh (1996)”. These findings 
an increased prevalence of H.pylori infection in endoscopsta 
performing endoscopy support human to human transmission 
possibly from patient to medical staff. The likely reason could 
be the lack of use of gloves or self contamination as a result of 
close proximity of the biopsy port to the mouth, or due to 
handling of improperly disinfected endoscopes. The 60% 
positivity of H.pylori in nurses working in both medical and 
surgical wards of S.M.H.S Hospital was identical to that of 
Presecki etal 1993 l \ The increased risk of infection is an 
increased exposure to faeces and exposure to nasogastric tubes, 
The H.pylori seropositivity was 60% and 68% in persons 
working in different operation theatres and general surgeons 
respectively. This observation goes in favour of the earlier 


reported observation by Mones etal (1999)". The high 
prevalence of H.pylori positivity is due to easy access to the 
stomach during abdominal operations. Our study showed 
stasticaliy significant difference in H.pylori positivity rate in 
dental surgeons as compared to controls 76% Vs 48%(P<0.Q5). 
Majmudar P etal (1990) ' looked presence of H.pylori by CL0 
test, culture and warthin starry' stain in all 40 healthy volunteers 
entitled in study 100%. Our observation is supported by this 
study human and animal stomachs were considered the only 
reserviors of H.pylori until it was identified in human dental 
plague. H.pylori is infrequent in populations from developed 
countries, but is wide spread in those from developing 
countries. The failure of treatment therapy to eradicated 
H.pylori from dental plague, despite its clearance from gastric 
mucous raised the possibility of dental plague as a permanent 
reservoir of H.pylori and is potential source of reinfection of 
gastric mucosa"’ 17 . High prevalence in final year medical 
students is possible because they are more exposed to 
nasogastric secretions, patient exposure as compared to third 


96 


JK- Practitioner Vol.13, No, 2, April- June 2006 





stastically significant (P>0.20). Siniil 
found by Lin SK etal 0994)’", who sta 
H. pylori infection in gastroenterology 
years of practice. 


personnel Results of field survey with 
serology and W C urea breath test. 
American jm. Gastroenterology 1996; 
9(2): 268-270. 

,Mones J, Martin-dc-Argila C et al: 
Prevalence of H-pylori infection in 
Medical professionals in Spain. 
European J of Gastroenterology' and 
Hematology 1999; 11(3): 239-242. 
Majmudar et al Isolation of 
helocobactcr pylori.from dental plaques 
in healthy volunteers. Ind J 
Gastroenterol 1990 OcU 9:271 -272, 
Majmudar P, Shah SM. Dhunjibhoy 
KR, Desia HG: Isolation of H-pylori 
from dental plaque in healthy 
volunteers. Indian J Gastroenterol 
; 1991:26; 1205-1208, # 

Khandaker MAK. Scott A, Eastwood 
MA et al: Do teeth predispose to 
duodenal ulcer re I apse? Gut 1991:32: A 
1207. • ... ■ 

Ltn SK, Lambert JR Schembri MAet al: 
H-pylori prevalence in endoscopy and 
jnedica! staff. J gastroentecol Hapatol 
1994;9(4): 319-324. 


patients, diabetes care 1998; 21(7): 
1129-1132. 

8 . Rebora D ct al: May H- pylori be 
important for dermotologisl. 
Dermatology 1995; 191:6-8. 

9. Cutler AF„ Havstad S, Chen K, Blascr 
MJ: Accuracy of invasive apd hon- 
invasive test to diagnose H-pylori 
infection. Gastroenterology 1995; 109: 

\ 136-141. “ . 

1 0. Presedd V, Katicic M. Marusic M cl al: 
Seroprevalcnce of H-pylori infection in 
health personnel in 3 hospitals in 
Zagreb. Lijec Vjesn 1997; 119 (8-9): 
219-223. 

11 . Bhatia S, Abraham P: H- pylori in the 
Indian environment. Indian J 

.< GastroentcroU995; 14(4): 139-144. 

12. Rudi J.ToppeHartmul. Mar Morbert et 
|S|:: : at; Risk of infection with H- pylori and 

Hepatitis. A virus in different groups of 
hospital workers. Am 1 
Gastroenterology 1996; 92 (2): 258- 

■262.' WtMMm 

13. Goh KL, Parasakthi N, >Ong KK; 
Prevalence of H- pylori infection in 
Endoscopy and non-endoscopy 


Walter L Peterson. David Y Graham: 
ullienbacter py^ri. Sleisenger and 
gastrointestinal 
aMD LIVER DISEASE 6 Edition 
loSrVbH Pg. 604-619. 

If Arch low"’ M* 1 - ,994: 15<T 2 '- 727 - 
®C»ve DR: Transmission and 
EBidernioIogy'hfH.pylon. Amm I Med. 

1996; fWrl2S — I 8 S. .gt -M 
Abbi Z: Prevalence of H.pylon 
Antibodies in endoscopy pereonneL and 
non-medical volunteers of Karachi, I, 

S M cd Assoc. 199* Jul: 4*(7) 201 r 

203 ' 

Shahamai M: Use *.f Autobiography 

to asses viability of H^ylori in water 

Aoolied end Environmental 

Microbiology 1993 Aprit 59: 123Ij|| 

1235 v 

i> Hovvdcn CW: Clinical expressions of 
W$L pylori infection. Am J >Ied. 1996; 

loS: 

0 e Lute Da, Lahera M, Canton R, 
Boixeda D: Association of H pylorf 
infection with cardiovascular and 
cerebrovascular disease in diabetic 



JK- Practitioner Vol. 13, No. 2, April- June 2006 


97 



case report 

Autosomal Dominant Polycystic Kidney Di 
Nephrolithiasis in a Horseshoe Kidney A Case Report 

Bakshi Jehangir, Omar Klrmani, Sajjad Dar 
Abstract 

The authors present a rare case of Autosomal Dominant Polycystic Kidney Disease 
nephrolithiasis in a horseshoe kidney. 
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JK-Practltloner 2004;13(2):?8-99 __^_ 

Horseshoe Kidney is a renal fusion anomaly in which both kidneys 
fused together in early embryonic life. In more than 90% of cases, fusion occu 
along the lower poles with the region of fusion, called the isthmus, bein* 
composed of renal parenchymal tissue. The reported incidence of horseshtv 
kidney varies from 1 in 400 to 1 in 1,800 live births.' * 
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Autosomal Dominant Polycystic Kidney Disease (ADPKD) also 
known as Adult Polycystic Kidney Disease is a hereditary disorder with 
autosomal-dominant transmission. Cysts arise from the nephrons and thi 
collecting tubules with islands of normal parenchymal renal tissue intersi_ 
between the cysts. About 85% are designated as PKDl with an abnormality 
chromosome 16 and 15% are PKD2 with an abnormality on chromosome 4. 
incidence is approximately one in every 1,000-5,000 cases'. 

Polycystic Horseshoe Kidney is a very rare entity with an incidi 
ranging from I in 134,000 to 1 in 8,000,000 cases. 1,1 I 

Diagnostic criteria for ADPKD 1 were established by Ravine etaj 
1994 and are as follows; 

At least 2 cysts in 1 kidney or 1 cyst in each kidney in an at 
patient younger than 30 years 

* At least 2 cysts in each kidney in an at-risk patient aged 30-j 
years r 

At least 4 cysts in each kidney for an at-risk patient aged 
y ears or older 

Ultrasound is the modality of choice for imaging the urinary tract. It 
detect cysts as small as 1 to 1,5cm in diameter. Sensitivity for PKDl is 100% over 
the age of 20 but false negatives can occur below this age. It is also possible to scan 
other organs like the liver or pancreas for cysts. CT is more sensitive for smaller 
cysts but the diagnostic value has to be balanced against the high radiation dose. 
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We present a case of ADPKD and nephrolithiasis in a horseshoe kidney 
in a 22 year-old female with family history of ADPKD, who was investigated by 
Ultrasound |USG] and contrast-enhanced Computerised Tomography 
[CECT]. 

The Ultrasound scan revealed multiple cysts in both kidneys and a 
calculus with acoustic shadowing in the right kidney. Contrast-enhanced 
Computerised Tomography images showed horseshoe kidney fused at the lower 
pole with multiple cysts seen in both moieties. The isthmus spanning both moieties 
was clearly demonstrated by CECT, There was no evidence of Hepatic cysts, or 
any cerebral or cardiac abnormalities. 


Key words: Polycystic Horseshoe Kidney, Authosomal Dominanant Polycystic Kidney 
Disease (ADPKD). Nephrolithiasis 
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Fig. 


- CECT image demonstrating bilateral multiple cysts of 
tutosomal Dominant Polycystic Kidney Disease. 


Fi „ 2 . — CECT image showing isthmus (arrow) spanning both 
lower poles of kidneys and multiple cysts in right moiety. 
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case report 


Necrotizing enterocolitis in a very low birth weight (VLBVtn 
neonate. Jll 




Ghularrt Nabi MD, Tarlq I Hummalda MD, FRCSI, Khalid M M Saldy MRCP(UK) CABP, MRCPCH 


Abstract 

A case of necrotizin enterocolitis in a pretem body of 26 weeks gestationalage, weighine 800 grams in 
presented here. Neonatal Necrotizing Enterocolitis (NEC) is the most common life threatening emergency 
of the gastrointestinal tract in the newborn period.This disease is of unknown cause that predominantly 
affects premature infants. y 
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Although the initiating events in the pathogenesis ofNEC havenotET 
established, there are various epidemiological observations that emphasize? 
potential role of infection, enteric feeding and local gastrointestinal va 
compromise in the causation of the disease. In the past quarter century NECh 
become the most common neonatal abdominal condition requiring emer ^ 
surgery and has also emerged as the leading cause of mortality in sur***^ 
neonates. Improvement in the outcome of infants with NEC most of who 
very low birth weight (VLBW) babies require close cooperation beh 
Paediatric Surgeons and Neonatologist to ensure early detection tii 
intervention and appropriate after care of the condition. * 

Preterm, female baby born to 30 years old multigravida 
(Gravida six, para zero - alt the five were abortions). This 30 years old motto 
investigated for bad obstetric history in higher medical centers both insn 
outside the country, and was diagnosed as a case of bicomate uteri, 
antiphospholipid syndrome. Taking small dose of aspirin, she did notremi 
her last menstrual period. She was admitted for premature rupture ofmemtil 
with water discharge for two days and received antibiotics and two d< 
Dexamethasone. 1 

On examination gross preterm baby with a gestational age of 26 
weight 800 grams, length 32 cm. and head circumference 26 cm. Apgar 
5&6 at 1&5 min. developed respiratory distress and needed assisted ventili 
Both umbilical central fines were inserted, septic screening done and antibi 
(Ampicilin & Gentamycin) started. Blood gases were normal on low ventllVi 
settings. Chest x-ray showed mild hyaline membrane disease. Total parer 
nutrition was started on day two and was continued for 2 weeks. Nasogastric tube 
feeding (NGT) was started on day five after removing arterial catheter with 
expressed breast milk and formula feed. In view of clinical picture (lethargic with 
skin mottling), sepsis was suspected, septic screening done. Antibiotics 
changed to Amikacin and Ceftazidine. Blood culture revealed strepti 
epidermis and responded to the treatment. Antibiotics were stopped al 
week, and repeat blood culture yielded no growth. On day ten, patent di 
arteriosus was suspected in view of bounding pulses and systodiastolic mui 
and confirmed by the Paediatric Cardiologist. The ductus closed by consi 
management (fluid restriction and diuretic) and confirmed by echocardii 
At the age of 3 weeks, patient needed high ventillatory settings. Chest 
revealed pneumonic consolidation. Tracheal aspirate revealed Methi 
resistant staphylococcus aureus (MRSA). After the treatment the 
improved. She developed seizure and was controlled with inj. Luminal. No 
for seizure could be detected. Ultrasonography of the brain was normal. 

The baby was extubated at the age of one month, by this time she 
full NGT feeding. At five weeks of age, she developed abdominal distension 
passed blood with stool, and started to become lethargic. There were also palj 
loops of bowel in the abdomen,(figure 1.) The abdominal x-ray rev< 
intramural gases in the intestine .Based on these findings she was operated 
grossly dilated small and large bowel loops were found, with edema 
hemorrhagic patches in the small intestine and peritoneum,(figure 2) Loop 
ileostomy was done. After improvement feeding was resumed and the patient 

Key words: neonate, necrotizing enterocolitis, preterm 
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Figure 1 Marked abdominal distension 
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started gaining weight. . 

At the age of 9 weeks, the clinical picture was suggesti ve 

of sepsis, and blood culture yielded enterobaciHi, treated with 
appropriate antibiotics. In view of hyponatremia, weight gam was 
slow and after correction the patient started gaining weight. 
Mother was kept in rooming in for the care of the baby and was 
eventually discharged in a good condition. The parents were 
explained the nature of the disease and possible late 
complications. At the age of three months, weight was 1.8 kg. 
Second stage surgical intervention was done at the age of eight 
months, where the ileostomy was closed. A preoperative contrast 
study of the distal bowel was done which excluded presence of 
strictures. She regularly attends follow-up clinic and her 
developmental assessment revealed normal vision and hearing 
although her motor functions and language is delayed. (Fig. 3). 


Discussion 

The clinical and pathological features of NEC in the 
newborn were described in 1891 but for 60 years or more, the 
diffuse picture of the disease was interpreted as multiple 
conditions. The term NEC was used by Cruze & Synder in 1961, 
but it was Waldhausen, Herenoun and King who first clearly 


described the disease in 1963. 

Increased incidence of Necrotizing Enterocolitis (NEC) 
in recent years is believed to be due to better neonatal care and 
survival of premature and very low birth weight babies. Among 
preterm babies the incidence of NEC is inversely proportional to 
the gestational age. Preterm neonates are known to have 
decreased gastric acid secretion, decreased proteolytic enzyme 
activity, poor intestinal motility, reduced secretary IGA, and 
reduced T cell numbers and increased mucosal permeability. All 
these operate in to create intestinal host defense deficiencies, thus 
facilitating bacterial overgrowth and obstruction of the infected 
intestinal epithelial cells.A high index of suspicion in recognizing 
infants at risk is essential. Intensive therapy is advised for 
suspected as well as diagnosed cases. The Paediatric Surgeon 
should be involved early in the course of management. Indications 
for earlier surgery for NEC with a good outcome includes the 
combination of deterioration in the clinical condition of the 
patient with a palpable mass of loops of bowel which are seen as a 
persistently dilated loops on sequential X-rays . Each of these 
factors specialty when associated with persistent metabolic 
acidosis and thrombocytopenia, suggest the existence of a 
necrotic loop of bowel and impending perforation. Still some 
neonatal units worldwide consider perforation and 
pneumoperitoneum as the only indication for surgical 
intervention in NEC patients. Mortality rates vary across centers 
and range from 10-14% depending on gestational age of the baby. 
Those who survive may have significant complications both in 
short and long term including neurodevelopment. Attempts to 
prevent NEC focus on minimizing the multiple contributing 
factors in a susceptible host including correction of hypovolemia 
and hyperviscosity. Signs of feeding intolerance increase in 
gastric aspirates, abdominal distension and haem positive stools. 
Evidence of feeding dysfunction mandates close observation and 
may require reinstitution of intravenous support and intestinal 
decompression. Total parenteral nutrition has dramatically 
improved the management ofgross preterm babies and NEC. 

Evidence shows that TPN facilitates intestinal 
adaptation by promoting hypertrophy and dilatation. Before an 
infant who survived NEC is discharged home, all current and 
anticipated medical and developmental concerns must be 
identified and communicated to the infant's parents. There is 
additional risk for developing bowel obstruction secondary to 
adhesions. Bowel obstruction develops in at least 5% of patients 
who have had abdominal surgery for NEC. Till date none of these 
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short communication 


'^r^rcomplication of feeding jejunostomy. Feeding catheter 
inducedi e j uno ‘j eJuna,lntuSSUSCepti ° n ' 

MS' M A Bhat M.Ch, A.G. Ahangar M Ch . A.M. Dar. M Ch; G.N. Lone M Ch. Reyaz M Ch . 
JffSR • Shah Shabir M Ch ______ 



A SO years old male underwent transhiatal oesophagogastrectomy for 
- rastro-csophageal junction. Feeding Jejunostomy was performed as part 
carcinoma - 00 7* post operative day patient developed upper abdominal pain 
of the procc ur • ^ p al [ en ( W as re-operated, jejuno-Jejunal Intussusception causing 

and anaSt | °^u <?truc tion and anastomotic leak from Oesophagogastostomy site was 
Intestinal U _ of feeding jejunostomy a an adjunct to upper gastrointestinal 
found. Placem v% jdely accepted phenomenon because of the established 
surgcO ' s entral feeding. However, feeding Jejunostomy may lead 

advantages ° j jcations w fth lot of morbidity and mortality We present 
l0 serious _ eSQ ^ a g US w ho was to be re-operated because of feeding 

this case o _ u a n oon induced small bowel intussusception and intestinal 

jejunostomy caincwi 

obstruction.^ conce p t 0 ffeeding Jejunostomy was 1st given by Delany at all in 1973 2 
routinely performed in our department following Oesophasgogastrectomy 
n d of feeding Jejunostomy is now widely accepted. 

* However 

complications of feeding 
CUI r — seldom 








jejunostomy arc > 

Ported. To develop 
[c^onable policy regarding this 
specific feeding access it is 
important to specify the 
technical complications. The 
various complications reported 
due to feeding jejunostomy are 
pain, iniraperitoneal leakage, 
t o r t i o n , herniation, 
dislodgcmcnt strangulation 
and small bowel necrosis. 

Mortality of 0-1.4% has been 

orted indifferent studies ' However, feeding jejunostomy is of tremendous 
' ortance especially in our set up of low socio economic status where patient 
present with significant weight loss. It is cheap, easy to manage postoperative!)' 
and is a “safety net“ for those patients who are at the risk of developing 
complications postoperatively. 
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short communication 


Eclipse Retinopathy 


AfrozA. Khan MS: ManzoorQadir Keng MS: Sabiya Rashid MS 
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A 15 vears olci hoy 
reported to the Out patient clinic 
of Ophthalmology department 
with complaints of blurring of 
v ision and metamorphopsia in 
both eyes immediately alter 
viewing the solar eclipse for a 
brief period through a mirror. 

On examination the 
visual acuity recorded in both 
eyes was 6/18. slit lamp 

examination was normal. t r unds 
examination of both the e\ es 
showed a small yellow spot w ith 
a surrounding grey zone (Fig. I 
and Kig. 2). Fundus fluorescein 
angiography was normal in both 
eyes. The patient was put on 
topical ketorolac (0.5%). 

At three months 

follow up the patient was 

asymptomatic. His\ isual acuity 
in both eyes was normal (6/6) 
and so was the f o v e a I 
appearance. 

A causal relationship t etw een solar observation and eye damage dates back to 
many centuries. Galelio reportedly sustained retinal injury by v iewing the sun through 
telescope . The clinical presentation of eclipse retinopathy is well described*. Ocular 


involvement is usually bilateral as in our patient. Like in our patient, young people 
because of their adventurous nature and transparent cry stallinc lens are at increased risk 
of dev eloping solar retionopathy*. It has been reported that severity ol retinal lesions is 
related to the duration of exposure'. I low ever the exposure to solar eclipse in our patient 
was brief and through a mirror, producing equally significant lesions. This could be 
explained by v ari ability in the degree of susceptibility to photic damage w hich has been 
already established . The ty pical fundus lesion described in eclipse retinopathy is a 
small yellow spot with surrounding grey zone in the fovea within first few days ot 
exposure followed by recovery*. Our patient also exhibited the typical fundus lesion 
followed by complete recovery. 


JK-Practitioner 2006:1 Sp ying 

Authors’ affliction: 

Afraz A Khan, Manzoor Qadir Kern 
Sablya Rashid 9 

Deptt of Ophthalmology 
Govt. Medical College Srinagar 


CONCLUSION 

Solar eclipse retinopathy is a self limiting disease, which effects both eyes 
followed by complete recovery. Viewing an eclipse through binoculars, sunglasses and 
photographic or radiographic films is not safe. I Jse of solar filters and public awareness 
can be helpful in preventing retinal injury. 
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short communication 



Tridental Bilateral 
Hysterectomy and excision of a pelvic mass 

Basher Ahmed lone 


Ureteric Ligation during Abdominal 



A 45 -year-old female was reffered to Sher-i-Kashmir institute of medical 
Srinacar from L.D hospital for the treatment of anuria following total 
sciences, hvst ^ rectomy an d excision of a pelvic mass. Anuria persisted despite fluid 
abdoniina b j ooc | urea nitrogen and serum creatinine was raised. Further evaluation 
challense- ^ an£ j showed swollen kidneys, dilated ureters and empty 

wlt J^ r l There was haemorrhagic fluid in the abdomen. 

bladder. ^ ex pioration there was about one liter of blood in her peritoneal cavity. 

ureters were grossly dilated and kidneys were enlarged. Both the ureters were 
Boththe _ engulfed in the uterine pedicle near vesicoureteric junction. Right 

*w!!ine pedicle was bleeding. 

utcrin ™_| oo( j was evacuated from abdominal cavity and right uterine pedicle was 
ture ligated Both the ureters were transected near vesicoureteric junction and 

reimplanted norma j postoperative period and was discharged on 8th day of 

She got wound disruption at home on 12th post operative day and was 
SlM ^hired She is under regular urological follow up and is doing fine. 
reSU Ligation of a ureter is a form of iatrogenic extrinsic obstruction of ureter. 
M iority of such injuries occurs during various gynecological procedures. 

7 During routine hysterectomy its incidence varies from 0.5 to 3% but is 
bilateral in 1 out of every 6 such cases Its incidence is 10 to 15% following radical 

hysterect ^j^ er ^ < j ama g C£ j commonly in (1) ovarian fossa (2) infundibulo pelvic 
Ii ament (3.) where ureter and uterine artery cross and (4.) vagino-vaginal canal. 
Bilateral Ureteric obstruction also occurs in retroperitoneal fibrosis, pregnancy,Pelvic 
I omatosis, ca cervix and aortic aneurysm etc. Diagnosis is made by careful history, 
eneral physical examination and careful evaluation of genitourinary system, vascular 
system and gastrointestinal system. 

y Bilateral Ureteric obstruction is a surgical emergency and needs immediate 

Surgical intervention. M 
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the Kashmir Scenario 
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M. Ashraf Bhat 


M Soleern 

- n” lvsis took off in the state ot Jammu & tsasnm.r 

.»?! whh the installation 4 hemodialysis machines 
in l98 ,' " peritoneal Dialysis. The next centre came 
and start of ac men , Me dical College. Jammu and a 

upy«f ? L private sector in the city of Srinagar. Except 
small facility mp Cont j nuo us Ambulatory Peritoneal 

for intro u ^. er _j_Kashmir Institute of Medical Sciences, 
Dialysis at ?0 oo, not muc h progress could be made 

Srinagar in m y |s ' conccrned . A t present all the forms of 

as far 35 me ' „ established at Sher-i-Kashmir Institute of 
dialysis "e s Srjnagar and a vast expansion is very 
Medical ^ ^ quest i on j s whether we are anywhere 

'earthe actual target^ end stage rena , discase (ESRD) jn the 

• a k inedom varies between 80 and 110 new patients per 
Un ,', led Af 8 OTPulation and 315 in the United States of 
' incidence of ESRD at Sher-i-Kashmir Institute of 
Al "j- rl<: ? Sciences Srinagar is 60. (Unpublished data). It is 
Mtd *!tthe prevalence of ESRD is much higher in the state 
clear that i v Kashm j r The available renal replacement 

of Jammu _ „ _ of kidney transplantation, hemodialysis 

‘^continuous ambulatory peritoneal dialysis in the state at 

foment can at most cater to only a small number of these 
themoni jn kidney transplantation and continuous 

patl ^neal dialysis organ shortage and cost factor 
pen ~~ t ivelv are proving big hurdles, a quick and vast 
expansion of hemodialysis facilities is the need of the hour. 

P Dialysis involves movement of molecules across a 
• nermeable membrane. Clinically, this movement takes 
S ?rehi an out of blood. If the blood is exposed to an artificial 
membrane outside the body , the process is called 
h modialysis (HD) or hemofiltration. If the exchange of 
occurs across the peritoneal membrane, the 


in knowledge and skill in treating chronic kidney aiscast 
(CKD), patients with end-stage rena! disease remain unwel 
even when maintained by regular dialysis. Constitutional 
symptoms of fatigue and malaise persist despite the dramatic 
improvement that followed the introduction of erythropoietin 
for the management of anemia of CKD. Progressive 
cardiovascular disease, peripheral and autonomic 
neuropathy, bone disease and sexual dysfunction are 
common even in patients who receive adequate amounts of 
dialysis as judged by established objective criteria (Urea 
Reduction Ratio and Kt/V from Urea Reduction for HD and 

Clearance and Residual Glomerular 
However, such findings are not 
1, because the most efficient hemodialysis 
currently provide only 10% to 20% of the small- 
and creatinine) removal achieved by two 


Weekly Createnine 
Filtration Rate for PD) 
unexpected 
regimens i 
solute (i.e. urea 
normally functioning kidneys. Removal of higher molecular- 
weight solutes(i.e. middle molecules) is even less efficient. It 
is pertinent to mention here that peritoneal dialysis is less 
effective than hemodialysis. For more patients with ESRD, 
kidney transplantation offers the greatest potential for 
restoring a healthy, productive life. However, clinical effects 
of ESRD on the overall health of renal transplantation 
patients throughout what may be decades of successful post- 
transplant clinical follow-up, must be kept in mind. 

In ESRD population men slightly out-number 
women. Despite improvements in clinical management of 
both diabetes mellitus and hypertension, these two diagnostic 
categories remain the most common cause of ESRD. In 
contrast to the steady rise in the number of patients receiving 
regular dialysis, the number of patients receiving kidne> 
transplantation in the United States of America has only 
marginally increased and against about 15000 
transplantations (both cadaver and live) in USA only about 
2500 kidney transplants are performed per year in India. The 
main reason for this situation is the supply and the demand for 
kidneys.' 

Hemodialysis is the predominant method for 
treating ESRD throughout the world. It can be done in a 
hospital setting or at home and always needs a trained 
attendant. Usually four hours per session dialysis is given 
thrice a week. During dialysis solutes are removed by 
diffusion across a semi permeable membrane within a 
dialyzer (artificial kidney) from blood circulated through an 
extra corporeal circuit. Extra fluid can be removed by ultra 
filtration. The intermittent nature of HD, which results in 
rapid changes in extra cellular fluid volume, blood solute 
concentration and plasma osmolality, may contribute to post 
dialysis fatigue and malaise. 

HD is generally well tolerated, although ultra 
filtration can cause hypotension, nausea and muscle cramps. 
Older patients and those with established cardiovascular 
disease may tolerate the procedure less well. Vascular access 
failure from the repeated cannulations and the need for 
intermittent heparinization to prevent clotting in the extra 
corporeal blood circuit are additional concerns, particularly 
in diabetic patients. With respect to their effects on patient 
morbidity and mortality, concerns regarding dialysis 
efficiency and adequacy have received lot of attention. 
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clinical image 


fiQurolt^oge 


Khwr* 


he ed N M Ch, Shafiq A MS; Rumana M MD; Ramzan A M Ch; 




g |/iill X- rav showing the bullet 



E 


rTscan head showing bullet in the left 
frontal area with streak artefacts. 


And Adult male was hit by a stray bullet in his frontal 
area. On reception in AE he was consciuos, alert, had no 
neurodeficits. He had an entry wound in left frontal area. There 
was no active bleed from the wound. He underwent emergency 
wound debridement and duraplasty after skull X-ray and CT scan. 
Further management for removal of the bullet is to be planned. 

Gunshot wounds of head account for majority of 
penetrating brain injuries and comprise about 35% of deaths from 
brain injuries in person < 45 Years'. In penetrating head injuries 
fracture lines pass from the entry wound to the exit wound 2 . The 
importance of wound debridement, dural repair, removal of 
accessible missiles, antibiotic therapy has been accepted since 
world war II \ 


N Khurshid, A Shafiq, A Ramzan 
Deptt of Nerosurgery 
Rumana M 
Deptt. Of Pathology 

SKIMS, Soura Srinagar 
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Hospitals’ today 


Advancement in peritoneal catheters, devices to 
amination during exchanges and development of 
decree t cont i nU ed into the 1990s to make 

a otoi«a*eo J j $ more efficient. 

peritoneal 01 / |980s- 1990s, computerized hemodialysis 

h tter dialyzers and improved monitoring and safety 
^achine^V^ trea tment times, gave doctors better ways to 
devices rea ■ ^ and ma de poss ibi e a more normal life for 

moniter ,re ® 9g9 a m ajor break through was the introduction of 
patients- M ^ cQmbat anae mia in dialysis patients and give 
erythroP 01 ^ ^ s(am ina to these patients. Due to the many 
* (tew energy ts ma de in dialysis therapy, patients can now lead 
gdvance^e e ^ ornia | jj ves 

hcaltlner*” mQre than | 3 million people around the world 
keptalive by h emodialysis afld about °* 15 hy 

peritoneal dialysis. 

Sysisteehniques 

, Peritoneal Dialysis 
9 hemodialysis 

peritoneal Dialysis: This has a major use in acute 
a* ^iTdure, hyperkalemia and volume over-load states. It is 
f* n . a can be performed even at remote places, can be done 


1 nd can be periorincu cvui at * uiv h , uvvj » wvnv 

jimplea a machjne j n manual method 20-30 ml dialysis 

ma ^ U «r Kg body weight is used per exchange. This fluid 
*11 in the peritoneal cavity for about 20 to 30 minutes and 20 
If/exchanges are carried out. A hard catheter is placed 
10 3 . a sma || nick in the skin in the peritoneal cavity for the 
thr v!d of dialysis only. Exchanges can be performed by a 
£!wis machine (cycler) automatically also, 
h Continuous Ambulatoiy Peritoneal Dialysis (CAPD): It is 
5 neas renal replacement therapy for end-stage kidney failure. 

continuous; machine free and done while one goes about 
h s normal activities. Here the dwell time is long and 3 to 5 
^changes are done per 24 hours every day. 

Continuous Cycling Peritoneal Dialysis (CCPD): It is done 
«renal replacement therapy in end-stage renal failure. CCPD 

differs from 

Capd in that a machine (cycler) delivers and then drains the 
cleansing fluid for the patient. The treatment is usually done at 
night while the patient is asleep. 

Hemodialysis 

Components: 

1. Circulatory access. 


2. Dialyzer, 

3 . Method for Anticoagulation, 

4. Dialysate delivering equipment, 

5. Monitoring equipment, 

6. Water Treatment, and 

7. Blood pump. 

It is done usually thrice a week for four hours in one 
session. It is common mode of maintenance dialysis and is 
usually performed in a hospital setting but home dialysis is also 
possible. It needs an attendant always. 

Different Hemodialysis Techniques are: 

1. Traditional Hemodialysis, 

2. Hemofilteration, 

3. Hemodiafilteration, and 

4 . Ultra-fllteration. 

I. Traditional hemodialysis: Here blood flows on one side and 
the dialysate on the other side of a dialyzer membrane. To 
maximize solute movement, the blood and dialysate flow 
in opposite directions (counter current flow). In this 
technique, diffusion is a predominant method of solute 


clearance. 


2. Hemofiltration: This technique employs a large quantity of 

hydrostatic ultra-filtration. Plasma ultrafiltrate is replaced 
with plasma-like electrolyte solution. Solute removal is 
achieved by convection (solvent drag) and volume control 
by the difference between the volume removed and the 
volume replaced. 

3. Hemodiafiltration: In order to improve solute 
clearance, hemofiltration (convective transport) may be 
combined with diffusive transport by allowing dialysate to 
flow on the ultrafiltrate side. 

4. Ultra-filtration: I fthe volume removal only is needed, 
it can be achieved by intermittent ultrafiltration or slow 
and continuous ultrafiltration, without replacement of 
ultrafiltrate. 

DESIGN AND CONSTRUCTION OF A DIALYSIS 
FACILITY. 

The steps are: 

1. Complete Market and Feasibility Study. 

2. Obtain Government approval 

3. Obtain Finances 

4. Decide whether to have in-patient only, out-patient 

only or both facilities 

5. Acute dialysis units should preferably be located in 

the Emergency area of the hospital. 

Steps in Design: 

1. Selection of an Architect: Architect will provide 
assistance in determining the construction 
budget and space requirements for the facility 
and selecting site. 

Criteria for selection of the architect include 
excellence in design, technical competence and 
sound project management. 

2. Establish space and Functional programme: A 20 
station dialysis facility will usually require 
between 540 and 765 nv (6000 and 8500 ft) of 
gross floor area or about 27 and 38.25 m) per 
patient. 

3. Land site: In choosing a land site, sufficient site 
area must be available to accommodate the 
parking required by zoning codes, as well as that 
actually needed. The site must provide delivery 
access for trucks as large as tractor trailers. An 
outside space should be provided for a trash 
dumpster. 

4. Preparation of budgets of construction 
equipment and furnishing: Major built-in 
medical equipment, namely the centra! delivery’ 
system, dialysis machines and water treatment 
systems should be selected and orders placed for 
its purchase. 

5. Upon approval of the final architectural design, 
the working drawings and specifications for 
construction are begun and contractor selected. 

6. I nterior design work should be undertaken at the 
sametime. 

7. After completion of construction: The following 
are undertaken: 

Check out phase of contractors work. 

Working the equipment and 

debugging. 

Delivery and installation o! 

& 

furnishings and supplies. 

Familiarizing staff with the lac . v. 
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fictions and Standards: 

Location: Should be such that it is available for both 
* jp.patient and out-patient use. 

•y patient area. 

Z Acute Dialysis Units: Individual cubicles separated 
a by non-flammable cubicle curtains, fixed non- 
combustible dividing partitions or movable screens. 
b Bed Space: 150 sq.feet per bed. 

Area: The maximum area of any multi-unit dialysis 
C room shall not exceed 5000sq.feet. 

a Surgical-type scrub sinks fitted with other than hand 
controls should be provided for patient use 
(knee/elbow operated) in chronic dialysis units at a 
ration of one sink for 10 patients. Scrub sink may be 
omitted in acute dialysis units. 
e A patient toilet room with water closet and lavatory 
shall be provided in each unit, 
f Hand washing facilities for staff use with other than 
hand controls shall be provided in all units. No 
lavatory shall be located more than 25 feet from each 
bed or chair. 

Every dialysis unit shall have the capability of 
providing special emergency services when needed 
including but not limited to heart deflbrillation and 
shall include: 

A defibrillator 

* Crash Cast 
Oxygen and 
Suction equipment. 

h. Furnishing will include: 

* Over-bed table or other table 

* Adequate light for reading and monitoring 
of patient. 

Nurses cell 

Television, visible for all beds. 

3 . Services: 

a. Nursing station 


b. Toilet 

c. Clean work room large enough for all 
functions of the units along with clean linen 
storage area. 

d. Dirty utility room. 

e. Hopper sinks for small instruments. 

f. Washing, bagging and holding of soiled 
linen and facilities for bed-pan flushing. 

g. Facilities for sterilizing. This can be within 
the unit or centrally placed (located). 

h. Nourishingunit. 

i. Medi-prep area, 

j. Equipment storage room. 

k. Office space. 

l. Refrigeration for specimen storage. 

4. Special Plumbing requirements: 

a. Water supply pipes to dialysis machines 
shall be sized larger than regular water 
supply pipes to ensure rapid water supply 
and replacement while machines are 
operating. 

b. At least one floor drain in eachrdialysis unit 
shall be provided. 

c. Water used for dialysis purpose is analyzed 
periodically and treated as necessary to 
maintain continuous water supply that is 
biologically and chemically compatible 
with acceptable dialysis-water standards. 

d. Water shall be treated, when necessary, to 
remove presence of any calcium and or 
fluorine in the institutional water supply. 

5. Dietary Facilities Department: 

a. Food pantry is provided. 

b. Control station for receiving food supplies. 

c. Storage space for 4 days supply including 
food requiring cold storage. ■* 


References 

Abel JJ, Rowntree LC and Turner BB 
(1913) - On die removal of diffusible 
substances from circulating blood by 
; . means of dialysis. Transactions of the 
association of American Physicians, 28, 
51-63. 

Hass G (1925) - Versuche der Blutaus 
waschung am Lbenden (Experiments on 
cleaning of blood in vivo by means of 
dialysis) Klinische Wochenschrift, 4,13 

—19. 

KolflfW 3 (1946) - De Kunstmatiga Nier 
(The artifical kidney). Unpublished MD 
. thesis. University of Groningen, The 
Netherlands. 

Quinton WE, Dillard P. and Scribner B 
E (1960)—Cannulation of blood vessels 

K- Practitioner Vol.13, No. 2, April- June 


for prolonged Hemodialysis. 
Transactions of the American Society of 
Artificial Internal Organs, 6.103 -6. 

5. Brescia M J, Cimmo J E, Appel K and 
Hurwich B J (1966) - Chronic 
hemodialysis using venipuncture and a 
surgically created arterio-venous fistula. 
New England Journal of Medicine, 275, 
1089-93. 

6. Ganter G (1923) — Ubcr die Bescitigung 
giftiger Stoffeausdem Blute durch 
Dialysis. Muenchener Medizinische 
wochenschrifl, 70,1478-80. 

7. Maxwell M N Rockney R E, Wceman C 
, Rand Twiss M R (1959) - Peritoneal 

dialysis. Technique and application. 
Journal of the American Association, 


170,917-24. 

8. Tenckhoff H and Schechter H (1968)-A 
bacteriological ly safe peritoneal access 
device for repeated peritoneal dialysis. 
Transactions of the American Society of 
Artificial Internal Organs. 14,181 - 6. 

9. Popovich R P, Moncrief J W, Dechard J 
F, Bomar J B and Pyle WK(!979)- The 
definition of a novel portable/we arable 
equilibrium dialysis technique. 
Transactions of the American Society of 
Artificial Internal Organs. 5, 64 
(Abstract). 

10. Avram M. M, Eliot A: Renal dialysis unit. 

In hospital special care facilities. 
Laufman H (Ed.): Academic press, 
London. 1981. 


11. 




.™™ 



































































































































































































































































__ ^T m * te A to patients who are ACE- inhibitors intolerant. 

’ ^' egic Receptor-Blocking Agents 
p etf -Ao re " a jj NY HA Class II or III patients with systolic 
^dnit n \ stcr together with ACE inhibitors and diuretics. 

^Saiiansi 

CS^T^Sticdisease 

Proflcnosp^ b dycar diaor advanced heart block 
Sy<^ h a lt failure 

Unstable nean N yn A Glass 12-MO Effect size(%) 


Students’ page 

> Maximal inotropic support and intraaortic balloon 
counter pulsation 

> Exclude patient if 

> Blood urea nitrogen > 1 OOmg/dl 

> Serum Creatinine > 5 mg/dt 

> Chronic lung disease 

> Chronic liverdisease 

> Metastatic cancer 

> Systemic sepsis 


>1 

111-IV 

-20 

> 

Neurological deficit 

Carved ilol 

n-m 

-66 

> 

Technically incomplete cardiac operative procedure 

Metoprolol 

IMV 

-35 

> 

Age >65 years 

Bucindolol 

Ill-IV 


Assisted Circulation 


meiut-hf 

BEST blocker Evaluation Survival Trial. 

Cardiac Insufficiency Bisoprolol Study. 

C1B*- = Metoprolol CR/XL Randomised Intervention 

Congestive Heart failure. 

Trail inl ~ ^ r ^ pan ^j,j c r.p.ninr - blocking agents are 

all NYHA class II or III patients with systolic 

^^d^n^rgic Agents & Edothelin Antagonists 
i ” flrcnergic agents 
M^j^JThydroxylase inhibitor-Nepicastat 

^Lth rlifl Antagonists 

^ftheliihl, a peptide synthesized in endothelium; acts as an 
E° . or* paracrine substance; has powerful biological 
^'mediated through ETA and ETB. 

cc? RTA/ETB ratio increases from 60:40 to 80:20, 

!? selective and EAT selective antagonistic (trail stage) 
N °duce vasodilator effects with increase in cardiac output. 
SkMentan is a nonselective antagonist. 
p.jAl pha In hibitors 

> TNF- Alpha production is induced in cardiac 
myocytes in failing heart. 

y It causes cardiac myocyte hypertrophy leading to 
myocardial dysfunction. 

> TNF-Alpha receptor inhibitor- etanercept is reported 
to improve left ventricular function. 

positive Inotropic Agents 

y Phosphodiestrase inhibitor 
y Amrinone 
y Milrinone 
y Enoximone 
y Vesnarinone 

y Phosphodiestrase inhibitor with calcium sensitizer 
Activity 

> Pimobendan 

> Levosimendan 

> Digoxin trail Results 

> Randomised Assessment of Digoxin and 
inhibitors Angiotensin-converting enzyme 
(RADIANCE). 

> Digoxin Investigation Group (DIG). 

Above trials support the routine use of digoxin in patients in 
sinus rhythm with mild-moderate HF (NYHAII-III)> Digoxin 
is required in all HF patients with atrial fibrillation in whom 
ventricular response slowing is required. 

Assisted Circulation 

> Selection Criteria 

> Hemodynamic criteria of cardiogenic shock 


Mechanical circulatory support devices can be divided in to 
three groups. 

> 1AB is a catheter mounted intravascular device 
designed to improve the balance between myocardial 
oxygen supply and demand with a modest increase in 
systemic perfusion. 

> VAD is a blood pump designed to replace/assist the 
function of either ventricle. 

> TAH is an orthotopically positioned cardiac 
replacement device. 

Cardiac Transplantation 

> Indications 

> End stage heart disease that limits prognosis for 
survival over 2year or several limits daily quality 
of life despite optima! medical and other surgical 
therapy. 

> No secondary exclusion criteria. 

> Suitable psychosocial profile and socials support 
system. 

> Suitable physiologic/ chronologic age. 

Cardiac Transplantation 

> Exclusion criteria 

5* Active infectious process. 

> Recent pulmonary infarction. 

> Insulin - requiring diabetes with evidence of 
end- organ damage. 

> Irreversible pulmonary hypertension 

> Presence of circulation cytotoxic 
antibodies. 

> Active malignancy. 

> Presence of service C.O.P.D. 

> Substance of alcohol abuse. 

> Presence of peripheral or cerebrovascular 
disease. 

Pacing for Heart Failure 

Biventricular pacing/ left ventricular pacing may be 
beneficial in a subset of patient with intraventricular 
conduction delay. This is based on the strategy that subjects 
with intraventricular condition delay have asynchronous left 
ventricular contraction which results in a reduction in 
ventricular performance. 

Biventricular pacing with defibrillator capability are 
treatment of choice in patients with left ventricular dysfunction 
who have survived sudden cardiac death, have symptomatic 
sustained ventricular tachycardia or have a symptomatic non- 
sustained but inducible ventricular tachycardia. 
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Important Clinical Sicjns in Dormatolosy 


Imran Majid 


introduction 

As in any other branch of medical science there 
are certain important and well-known clinical signs in field of 
dermatology These signs go a long way in establishing a 
clinical diagnosis or else judge the severity of disease m an 
individual patient. Some of the most important ones among 
these are discussed here for the benefit of medical students. 

1. Auspitz Sign . . 

This clinical sign is seen in psoriasis. 

On scrapping a lesion of psoriasis with a blunt glass 
slide silvery scales arc observed followed by a 
glistening transparent membrane. On removal of this 
membrane [Buckley’s membrane] multiple small 

bleeding point are observed. f 

The basis for this sign is a combination of 

suprapapillary thinning of the epidermis 

with dilatation of subpapillary dermal 

bloodvessels. 

The si"n is absent in pustular psoriasis and inverse 
psoriasis. 

2. Asboe-Hansen'sSign 
This sign is seen in pemphigus. 

On application of pressure at one end ot a 
bulla in pemphigus the lesion [bulla] 

spreads away from the margin. 

The basis for this sign is the loss of cohesion 
of epidermal keratinocytes leading to an 
easy seperation of upper layers of the 
epidermis from the basal layer. 

This is a diagnostic sign for lower limb ischemia due to 
arterial disease. 

Elevation of the lower limb causes pallor, 
most evident on the soles while dependency 
leads to a delayed but exaggerated 
hyperemia of the limb, most pronounced on 
thedorsaoffeet. 

4. Carnet Tack Sign _ 

This sign is diagnostic of Discoid Lupus 

Erythematosus [DLE]. 

Removal of an adherent scale from a lesion 
of DLE reveals the undersurface to be 
covered with horny plugs [resembling 
carpet tacks] overlying dilated hair 
follicuiaropenings. 

5. Crowe's Sign 

This sign is a feature of Neurofibromatosis 
Type). 

There is a diffuse freckling of axillae in 
patients with Neurofibromatosis Type I- 
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known as Crowe's sign. 

6 . Darter’s Sign 

This sign is diagnostic of Cutaneous 

Mastocytosis. 

Scrapping a pigmented macular lesion of unic^ 
pigmentosa [cutaneous mastocytosis] leads to Iq^ I 
itching, erythema and wealing. I 

The sign is elicited due to release of I 
histamine from the mast cells locally in lesional skin. | 

7. Dimple Sign (Fitzpatrick Sign| I 

This clinical sign is seen i n I 
Dermatofibroma. I 

If the overlying epidermis is squeezed over 
a lesion of dermatofibroma, a dimple i s I 
seen in the center. I 

The sign is due to tethering of overlyj nR I 
epidermis to the dermal lesion at the center I 

8 . Dubois Sign I 

This sign is one of the stigmata of I 
Congenital Syphilis. I 

Denotes the presence of a very short !itU e I 
finger in a patient with Congenital Syphilis. I 

9. Flag Sign I 

This is seen in Kwashiorkor and other I 
diseases leading to severe protein I 

malnutrition like extensive bowel I 

resection, severe ulcerative colitis etc. I 

Presence of alternating white and dark I 

bands along individual hair shafts is known 
as flag sign. The bands are formed due to 
intermittent severe protein malnutrition. 

10. Forschheimer'sSign 

This sign is seen in Rubella and was 
originally described by Forschheimer. 

The name is given to an enanthem [mucosal 
rash] that is confined to the soft palate 
during the prodromal period in Rubella. 

11. Gottron'sSign 

This sign is seen in Dermatomyositis. 
There is a linear erythematous streaking 
over the dorsa of hands distributed over the 
extensor tendons. The sign is different from 
Gottron’s papules, which are voilaceusor 
erythematous papules over the knuckles or 
dorsa of Finger joints. 

12. Groove Sign 

This sign is seen in Lymphogranuloma 
venereum [LGV]. 

The sign has been originally described by 
Greenblatt. 

Enlargement of inguinal lymph node 
above and femoral lymph nodes below 
the inguinal ligament gives a bubo of 
LG V a grooved appearance in the center. 
13. Head-light Sign 

This sign is seen in atopic eczema. 

Perinasal and periorbital pallor is 
commonly seen in patients with atopic 
eczema and is known as head-1 ightsign^ 
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14. Hert0gh xhfssign is seen in atopic eczema as well 

as hypothyroidism. 

The sign denotes the thinning of lateral 
part of eyebrows in these patients. 

15. Hig° umc ““!^ i s S pathognomic of Congenital 


Syph An irregular thickening or enlargement of the 
dofclavicle usually unilateral is given the name of 

. t tl ttw 

I®* Xhis is the name given to at least two 

different clinical signs in two different 
disease entities. 

A, In Subungual melanoma 

Presence of a longitudinal melanotic streak 
on the nail plate accompanied by periungual 
pigmentation is diagnostic of a subungual 
melanoma and is called Hutchinson's sign. 

B, In Ophthalmic Herpes Zoster 
Appearance of vesicle? on the tip or dorsum 
of nose is indicative of the involvement of 
the Nasociliary nerve and thus predicts the 
involvement of eye in Ophthalmic nerve 
zoster. This is also given the name of 
Hutchinson’s sign. 

17 Sign Of Lesser Trelat 

1 * Sudden appearance of numerous seborrheic 

keratoses on the body with/without pruritus 
is taken as a marker for the presence of an 
internal malignancy and is known as the 
Sign of Lesser Trelat. 

18. Nikolsky’s Sign 

This sign’is seen in Pemphigus, Toxic 
Epidermal Necrolysis [TEN], 
Staphylococcal Scalded Skin Syndrome 
[SSSS] and also in bums. 

The sign denotes the removal of epidermis 
as a sheet on application of a tangential 
pressure over normal skin near a bullous 
lesion, preferably over a bony prominence. 
The basis for the sign is the loss of normal 
cohesion of epidermal keratinocytes in the 
above-mentioned conditions. 


_ Students* page 

are characteristically spared in presence of 
involvement of other areas of face. This is 
called nose sign. 

20. Oil Drop Sign 

This sign is seen in psoriasis of nails. 

Circular areas of discoloration of nail bed 
and hyponychium occur as a result of 
involvement of these structures in psoriasis. 
As these areas resemble oil drops below the 
nail, hence the name of oil-drop sign. 

21. Olendroff’s Sign 

This sign is seen in secondary syphilis. 
Individual papules of a papular or 
papulosquamous syphilid are exquisitely 
tender to the touch of a blunt probe. 

22. Orentreich Sign 

This is seen inTrichotillomania. 

In severe forms of the disease, when the 
whole scalp is involved the hair at the 
margins is characteristically spared. This is 
known as Orentreich sign or Tonsure 
alopecia. The sign has also been described 
under the name of’Friar-Tuck sign’, 

23. Osier’s Sign 

This is seen in Alkaptonuria. 

Deposition of pigment becomes apparent 
by third decade of life and the first organ 
where this pigmentation is apparent to the 
naked eye is the sclera of eyes. This scleral 
pigmentation is known as Osier’s sign. 

24. Thinker’s Sign 

This sign is seen in COPD. 

Due to a characteristic dyspnoeic posture 
assumed by COPD patients, asymptomatic 
dry and hyperpigmented keratotic plaques 
develop over time on the front of the lower 
third of thighs. Presence of these plaques in 
patients with COPD is known as Thinker’s 
sign. 

25. Tongue Sign Of Uraemia 

This sign has been described by M. Thomas 
Mathew. 

Large pale tongue with prominent 
impression of teeth all around the edges is a 
charactersistic feature of uraemia and is 


19. Nose Sign 

This sign is seen in erythroderma of atopic 
origin. 

When erythroderma [>90% body surface 
area involvement] occurs in a patient of 
atopic eczema the nose and perinasal area 


known as Tongue sign of uraemia. 

26. Wimberger’sSign 

This clinical sign is seen in Congenital 
Syphilis. 

An X-ray of the tibia shows loss of density 
on the medial side of its upper end. 
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MRI-A Cost Effective Technology 



Waseem Qureshl, Majid Jehanglr, Khursheed Qureshl, Ghulam Hassan, Abdul Majid, S.M. Kadlri 


Imaging technology has undergone a tremendous progress from Rocm 
discovery of X-rays to present day Ultrasound (USG) Computed Tomography (CT\ Cn s 
Magnetic resonance imaging (MRI). MRI was introduced into clinical medicine in loo* 
been hailed as the most exciting-event in medical imaging \ 

Initially used for diagnosing disorders of central nervous system u 
musculoskeletal system, use ofNRI in neck, heart, mediastinum and abdomen isran'di 
increasing. MR Angiography, MR Cholangiopancreatography, MR Spectroscopy^ 
Functional MRI are gaining clinical importance. y 

MRI is unquestionably the imaging modality of choice for disorders of cent 
nervous system. In a study by Bradley et al J comparing CT & MRI evaluation of 4oo 
patients with suspected disease in brain and cervical cord. MRI demonstrat a 
abnormalities in 30% of cases in which CT done earlier had beer entirely normal. 

Although the diagnostic efficacy of MRI is generally accepted, this expens* 
imaging modality has lead to substantial increase in health care costs- In this pcrspectF* 
two types of comparisons arc possible. Comparing the costs involved in obtaining ilJ 
diagnosis is know as “Cost Benefit Analysis" \The other type of comparison that focus« 
on quality of life is known as “Cost Effective Analysis” \ In such a Comparison MRI i* 
more efficacious by providing early diagnosis which in turn may allow less radical surge™ 
in patients such as having intracranial space occupying lesions. MRI even if reported 
normal may improve the quality of life by excluding a suspected disorder with 
specificity and sensitivity. 

In “Cost Benefit Analysis” the cost of MRI is compared with the cost of 
investigations from providing the same diagnosis without MRI. Moreover the comparison 
is based on "indication for MRI” rather than the final predicated diagnosis. A study of this 
type by Bradley. Stuart and Kortman compared the technical charges for evaluating 
patient by MRI with the charges that would have been incurred had the patients been 
evaluated by traditional methods of imaging in the study saving of. 25% was shown for the 
patients having MRI. The maximum saving was achieved when MRI was done out patient 
basis and infact it has replaced Myelography which is being done only after hospitalization 
the patients. 

However, in a recent study by Javik J G et al h determining the clinical and 
economic consequences of replacing spine radiographs with rapid MRI in patients of low 
backache, MRI was found to be costlier than radiographs but can be cheaper if cost of 
unnecessary operations are excluded. In another study by Jager G J et al ’ pre-operative 
MRI staying of CA prostate. MRI was found to reduce the costs and resulted in almost 
equal life expectancy and quality adjusted life years. 

Bradley * assessed the financial viability of an MRI unit after 27 months of its 
operation in their institute, during which period 5000 patients were studied. When 
expenses were compared to revenue actually collected during the fiscal year and there was 
a profit of 6.3%. 

Thus, these studies do provide the evidence that MRI is cost effective however 
this needs to be considered case by case and as per compelling indication. 
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Anticoagulation Theray- Newer Insights 


Parvaiz A., Tajamul, G.M. Malik, Bushra 


Arterial and venous thrombosis arc major causes of morbidity and mortar* 
in medical practice. Arterial thrombosis is the commonest cause of MyociC 
infarction, strokes and sometimes limb gangrene whereas venous thrombosis can! 3 * 
to pulmonary embolism a potentially fatal condition. Because arterial thrombi c 
mainly of platelet aggregates held together by small amounts of fibrin, strateoj 05151 
inhibit arterial throinbogenesis focus mainly on durgs blocking platelet functio h'° 
also include anticoagulant agents to prevent fibrin deposition. In contrast v " 
thrombi are composed mainly of fibrin, anti coagulants are the main drugs forth^ 
prevention and treatment. Anti coagulants are also used for preventio C 'f 
cardioembolic events in patients with atrial fibrillation and mechanical heart valve 
Before discussing the various anti coagulants (older as well as novel agents Hr 
necessary to understand the basics of thrombogcncsis including its initial' <S 
propagation as well as its regulation. 0n » 

Thrombogcnesis 

Arterial thrombosis usually is initiated by the rupture of atherosclerotic plaau 
process that exposes thrombogcnic material in the lipid rich core of the plaque ^ 
blood V The thrombi that form at sites of plaque disruption extend both into the plan ° 
as well as the vessel lumen. With more extensive intraluminal thrombosis blood fV 
diminishes and shear increases which promotes further platelet and fibrin depositin'* 
that may result in the formation of an occlusive thrombus which obstructs blood flo ° 
to the target organ. ” 
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Venous thrombosis (composed mainly of fibrin and RBC’s) occurs whe 
procoagulant stimuli overwhelm natural anticoagulant mechanisms. Procoagulam 
stimuli include the excessive activation of coagulation particularly when protective 
pathways are compromised by thrombophilic abnormalities, vessel wall damage or 
stasis. Patients with congenital deficiency of antithrombin,, protein C, protein S as 
well as patients with factor V Leiden mutation ( protein C resistance) are prone to 
thrombosis because naturally occurring anti coagulant pathways are compromised 
Venous thrombi develop under low flow conditions and usually originate in the 
muscular venis of the calf or in the valve cusp pockets of the deep calf veins \ As 
venous valve cusps are avascular they depend on the circulating blood for their 
oxygen and nutrient supply. With stasis there is hypoxia which can induce tissue factor 
expression in the valve cusps. Coagulation in the veins can also be initiated by 
trauma. Damage to the vessel wall is a particularly important predisposing factor to 
venous thrombosis after major hip or knee surgery. Indwelling central venous 
catheters also can injure the vein wall, causing DVT in the upper extranity. 

The initiation of coagulation in vessels is triggered by tissue factor a 
cellular receptor for activated factor VII . Injury to the arterial or venous wall 
exposes nonvascular, tissue factor expressing cells to blood. Lipid laden 
macrophages in the core of atherosclerotic plaques are particularly rich in tissue 
factor, thereby explaining the propensity for thrombus formation at sites of plaque 
disruption. Once bound to tissue factor, factor Vila activates factor IX and factorX 
leading to the generation of activated factor IX (IXa) and activated factor X (factor 
Xa) respectively. Factor X activation is more efficient than factor IX activation. 
Factor Xa converts small amounts of prothrombin to thrombin. This low 
concentration of thrombin is sufficient to activate platelets and to activate factor V and 
VIII which are key cofactors in coagulation. These thrombin mediated steps are 
essential for the propogation of coagulation. 

The propogation of coagulation is effected by factors IXa and Xa. fn the 
presence of Ca, factor IXa bind to factors Villa on the surface of activated platelets to 
form intrinsic tenase, the complex that activates factor X, Factor Xa then binds to 
factor Va on the activated platelet surface, a process that is also Ca dependant, to form 
prothrombinase complex. This complex activates prothrombin and the resultant 
thrombin then dissociates from the platelet surface and converts fibrinogen to fibrin 
monomer. Fibrin monomers polymerize to form the fibrin mesh that is stabilized and 
cross linked by activated factor XI11, a thrombin activated transglutaminase. 
Thrombin amplifies its own generation by the feed back activation of factor V and 
factor VII and by activating platelet bound factor XI thereby leading to further factor 
Xa generation 4 . 

Regulation of Coagulation 

Coagulation is regulated at several levels. Key inhibitors include (issue 
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h endothelial cell surface. TFPI bound to the 
doihelium is released with therapeutic doses of 
Soarins. It is uncertain, however, whether released 
rfpl contributes to the antithrombotic properties of 

these agents. 
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‘ u ~‘Antrithrombin inhibits thrombin, factor Xa 
and other activated clotting factors, but these reactions are slow in 
the absence of heparin. With heparin, the rate of inhibition is 
accelerated about 1000 folds 6 . Heparin binds to antithrombin via 
its high affinity pentasaccharide sequence and by altering the 
conformation of the reactive centre loop of antithrombin renders 
the protease trap more accessible to target enzymes. 

Pr ^SnC pathway: 

In addition to antithrombin, thrombin also is inhibited by 
binding to thrombomdulin, a thrombin receptor found on the 
endothelium. Once bound thrombin undergoes conformational 
change at its active site that converts it from a procoagulant 
enzyme into a potent activator of protein C ( a vit. K dependant 
protein). Activated protein C serves as an anticoagulant by 
proteolytically degrading and inactivating factors Va and Villa 
thereby attenuating thrombin generation. 7 This reaction occurs on 
negatively charged phospholipids surfaces where protein S , 
another vit. K dependant protein, serves as a cofactor. 
fjhrinolvtic system: 

Designed to remove intravascular fibrin thereby 
restoring blood flow, fibrinolysis is initiated by plasminogen 
activators that convert plasminogen to plasmin. A trypsin like 
protease, plasmin degrades fibrin into soluble fibrin degradation 
products. Two plasminogen activators are found in blood, tissue- 
type plasminogen activator (tPA), and urokinase-type 
plasminogen activator (UPA). Both of them are synthesized and 
released from endothelial cells*. Intravascular plasminogen 
activation is initiated by tPA. Plasminogen activation is targeted to 
fibrin because plasminogen and tPA is enhanced by fibrin, 
protease that links fibrinolysis with coagulation has been 
identified. Known as factor VII activating protease (FSAP), this 


converts single chain UPA( prourokinase) into the active two chain 
form*. 

The fibrinolytic system is regulated at two levels. 
Plasminogen activator inhibitors, the most important of which is 
endothelial cell-derived type 1 plasminogen activator inlhibitor 
(PAI-1), block tPA whereas «2- antiplasmin inhibits plasmin. 
Although «2-antiplasmin rapidly complexes and inactivates free 
plasmin, fibrin bound plasmin is relatively protected from 
inactivation so that fibrinolysis can occur despite physiological 
levels of this inhibitor. 

A procarboxypeptidase B that serves as a link between 
coagulation and fibrinolysis has been identified in plasma. 
Activated by the thrombin/thrombomodulin complexes, this 
enzyme known as thrombin activable fibrinolysis inhibitor 
(TAFI), attenuates fibrinolysis by clearing carboxyl-terminal 
lysine residues from fibrin The removal of these lysine residues 
decreases plasminogen and plasmin binding to fibrin, thereby 
retarding the lytic process. 

Development of newer anticoagulants: 

Better understanding of the molecular mechanisms 
underlying blood coagulation, recombinant DNA technology, 
isolation and characterization of anti coagulant proteins from 
blood sucking organisms have accelerated the pace of drug 
discovery and now an array of newer anticoagulants targeting 
specific clloting enzymes or steps in coagulation are available and 
are being tested in clinical trials. 

A.Inhibitors of initiation ofCoagulation; 

Drugs that target the factor Vlla/tissue factor complex 
inhibit the initiation of coagulation. Agents in this category that 
have reached phase II clinical testing include recombinant TFPI, 


irotease not only activates factor VII, as its name impl ies, but also 
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recombinant nematode anticoagulant peptide (NAPC2) and 
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inhibitor of factor Vila (factor Vila i). 

1. TFPI: Synthesized by recombinant technology lifacogin is 

being evaluated in patients with sepsis syndromes and 
other thromboprophylaxis situations ", 

2. NAPC2 : An 85 aminoacid polypeptide was originally 

isolated from canine hookworm Ancylostoma 
caninum. It binds to a non-calalytic site on factor X or 
factor Xa. Once bound this factor complex inhibits 
factor Vila bound to tissue factor. Because it binds to 
factor X with high affinity NAPC2 has a half life of 
approximately 50 hrs after subcutaneous injection. 
Clinical trials are underway evaluating NAPC2 for 
thromboprophylaxis after knee surgeries as well as 
arterial thrombosis for unstable angina, Non-ST 
elevation MI, and those undergoing PCI. 

3. FactorVIlai : By competing with factor Vila for tissue factor 

binding, factor VHai attenuates the initiation of 
coagulation by the factor VEIa/lissue factor complex. 
Based on promising results in animal models of 
thrombosis, treatment with factor Vllai in doses 
renging from 50 to 400 mg/kg with or without 
adjunctive heparin was compared with heparin alone 
in patients undergoing elective PCI *\ However, the 
results were disappointing and thus factor Vllai has 
not been developed further. 

B. Inhibitors of propagation ofCoagulation: 

Drugs blocking factor IXa, factor Xa or their cofactors. 
Villa and Va inhibit propogation of coagulation. Factor IXa 
inhibitors have not yet reached clinical trials. 

Factor Xa inhibitors include agents that block factor Xa 
directly or indirectly. Indirect inhibitors act by catalyzing factor Xa 
inhibition by anti thrombin; white direct inhibitors bind directly to 
the active site of factor Xa, thereby blocking its interaction with its 
substrates. Unlike the heparin/anti thrombin complex, direct factor 
Xa inhibitors not only inhibit free factor Xa but also inactivate 
platelet bound factor Xa within prothrombinase complex. 

Fondaparinux and Idraparinux atre two new parental 
indirect factor Xa inhibitors. A new orally active direct factor Xa 
inhibitor DPC 906 is under active clinical research. 

Inhibition of factor Va and Villa is effected by activated 
protein C, which thus can be achieved by directly administering 
recombinant activated protein C or its precursor, protein C. 
Recombinant soluble thrombomodulin, another means of 
generating activated protein C, also is under evaluation. 
Fondaparinux 

It is a synthetic analog of anlithrombin binding 
pentasaccharide sequence found in heparins (UFH/LMWH). 
Fondaparinux binds antithrombin and enhances its reactivity with 
factor Xa. Because it is too short to bridge antithrombin to 
thrombin, fondaparinux has no activity against thrombin. 

Because of its excellent bioavailability after 
subcutaneous injection and a plasma half life of about 17 hrs. 
Fondaparinux can be administered subcutaneously once daily. The 
drug is excreted unchanged in urine hence dosage adjustments are 
necessary in patients with renal insufficiency and is 
contraindicated in renal failure. 

It does not bind to platelets or platelet factor 4 (PF4). As 
it does not induce the formation of heparin/PF4 complexes that 
serve as antigenic target for the antibodies that cause heparin- 
induccd thrombocytopenia (HIT), HIT is unlikely to occur with 
fondaparinux. Fondaparinux also fails to interact with protamine 
sulfate, the antidote for heparin. If uncontrolled bleeding occurs 
with fondaparinux, a procoagulant such as recombinant factor 
Vila might be effective, however, the latter is expensive, not freely 
available and can cause thrombotic complications. 

Fondaparinux has been evaluated for the prevention and 
treatment of venous thromboembolism as well as for the treatment 
of arterial thrombosis. 


For venous thromboprophylaxis it has been evaluated' 
patients undergoing major orthopaedic surgery, in general melf ln 
and surgical patients. Based on many large trials comn ' * 
fondaparinux with cnoxaparin for thromboprophylaxis in oaf^ 
undergoing surgery for hip fracture or elective hip or L Cnts 
arthroplasty, Fondaparinux has been licensed for this indinui nC £ 
— « these trials it was found to reduce the risk or 

smi-ir,i ic.ni b y approximatcly 55 % compared* 0 (u 


and in 
thromboembolism 
cnoxaparin. 

For the 
fondaparinux 


was 


treatment of venous thromboembolism 
compared with cnoxaparin in two tri*i 
MATISSE DVT trial” and MATISSE PE trial and it was found,’ 

be at least as effect) ve and safe as LMWH or UFH. 0 

For the treatment of acute coronary syndrom 
fondaparinux has been evaluated in phase II clinical trial ' 
evolving ST elevation MI ( to receive fondaparinux in variou 
doses or UFH as adjuncts to alteplasc and aspirin) and also ‘ 
unstable angina/ NSTEMI (comparing subcutaneous 
fondaparinux 2.5- 12 mg daily to cnoxaparin 1 mg/kg tW icc 
daily) 17 . In all these trials the results were encouraging, however 
the lack of a dose response with fondaparinux therapy in phase It 
trials makes it difficult to identify the optimal dose. Consequent! 
additional dose-finding studies may be necessary bero ^ 
undertaking a large scale phase III clinical trials. C 

Idraparinux 

It is a highly sulfated derivative of fondaparinux and 
binds antithrombin with such a high affinity that its plasma halflifc 
of 130 hrs. is similar to that of antithrombin. Because of its lone 
half life, idraparinux can be given once weekly. Because of its such 
a long half life bleeding chances are more which can be difficult to 
control. Trials” comparing 10 mg, 7.5 mg and 5 mg wkly doses of 
idraparinux with warfarin have shown severe bleeding tendencies 
with these doses. Hence at present once weekly 2.5 mg dose of 
idraparinux is being compared in phase HI clinical trials. 
Activated protein C 

Recombinant activated protein C, drotrccogin alfa has 
been compared in clinical trials with placebo and was found 
effective. Based on these trials the drug has been licensed for use in 
North America for the treatment of patients with severe sepsis ” 
Protein C: 


Promising results have been reported in patients with 
meningococcemia. For theoretical reasons activated protein C 
may be a better choice than protein C in patients with severe 
sepsis because inflammatory cytokines down regulate 
thrombomodulin expression on the endothelial surface. 

Soluble thrombomodulin: 

A recombinant analog of thrombomodulin, soluble 
thrombomodulin binds thrombin and induces a conformational 
change in the active site of the enzyme that converts it into a 
potent activated of protein C. Presently the drug is undergoing 
clinical trials. 

C.Inhibitors of fibrin formation: 

Thrombin the enzyme that converts fibrinogen to fibrin, 
can be inhibited indirectly or directly. Indirect inhibitors act by 
catalyzing antithrombin. In contrast direct inhibitors bind directly 
to thrombin and block its interaction with substrates. 

Direct thrombin inhibitors have properties that give 
them potential advantages over indirect thrombin inhibitors such 
as heparin. First, because direct thrombin inhibitors do not bind 
plasma proteins, they produce a more predictable anticoagulant 
response. Second, unlike heparin, direct thrombin inhibitors do 
not bind to PF4. Consequently the anticoagulant activity of these 
drugs is unaffected by large quantities of PF4 released in the 
vicinity of platelet rich thrombi and thrombocytopenia is not seen 
with these drugs. Finally direct thrombin inhibitors inactivate 
fibrin-bound thrombin, as well as free thrombin. 

There direct thrombin inhibitors (Hirudin, bivalirudin, 
argatroban) have been licensed in North America for various 
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and are also approved for the treatment in patients with 
* induced thrombocytopenia. 

Hep* 1111 ximelgatran, a prodrug of melagatran is the first orally 

^hble <l' rect lhrombin inhibitor 

Uicui*® 0r iginally isolated from the saliva of medicinal leech 
dicinalis j t consists of 65 amino acid polypeptide and is 
Hirudo .i a bie in recombinant form*’' 1 . The hirudin/thrombin 
no* aV is essentially irreversible a potential drawback as there is 
coiUP ,.- c ant jj 0 te. The plasma half life of hirudin is 60 mts after 
rto5Pf cl joRan d 120 mts after sub cutaneous injection. It is cleared 
|Vi n J eC kidneys and is contraindicated in patients with renal 

via % c an ticoagulant effect of Hirudin can be monitored by 
failure * 1 

AP 1 *' Recombinant Hirudin (lepirudin) is licensed for the 
t 0 farterial or venousthrombosis complicating HIT. It has 
^^valuated in acute coronary syndromes as well as for the 
^ C tionand treatment of venous thrombosis. 

P* even [ n U ns ,ab,e angina it was evaluated in trials like 
izalion to Assess Strategies for Ischemic Syndromes 
O^s, | & 2 i: where it was found to be at least as effective as 
^ *n but there was tendency towards an increase in major 

Sinc-=pis° des ' vilhHirudin - 

bK ~ In patients with Myocardial infarction it was evaluated 
adjunct to thrombolytic therapy and compared with Heparin 
85 three trials. TIM1-9A J \ Hirudin for improvement of 
k mbolysis (HIT)-III “ and Global use of Strategies to open 
deluded Coronary arteries (GUST G)-II A All three trials were 
^ j prematurely because of unacceptably high rates of major 
? morrhage Consequently GUSTO-11 A and TIM I 9A trials 
re re-siarted as the GUSTO-IIB ” and TJMI-9B trials using 
User doses of hirudin than that used in GUSTO-1 trial. In addition 
he dose of Heparin also was reduced to more closely match that 
^sedin the GUSTO I trial. Taken together, both the trials suggest 
Ihat Hirudin therapy is at least as effective as heparin therapy when 
used as an adjunct to thrombolytic therapy. 

In coronary angioplasty hirudin therapy was compared 
with heparin for the prevention of re stenosis after PCI in a trial 
named as HELVETICA study (Hirudin in a European trial versus 
Heparin in the Prevention of Restenosis After PTCA) 1 ’. Event free 
survival was similar in those receiving heparin, IV hirudin, or IV 
hirudin followed by subcutaneous hirudin. Likewise on repeat 
angiography at 6 month there was no significant difference in the 
mean luminal diameter of the dilated vessel among the three 
groups. No excess bleeding was seen with hirudin. 
r In venous thromboprophylaxis; Hirudin has been 


compared with unfractionated heparin and LMW Heparin for 
thromboprophylaxis in patients undergoing elective hip 
arthroplasty in two studies by Eriksson and Colleagues 1,1 In both 
those studies hirudin therapy appeared to be more effective than 
unfractionated Heparin or LMWH for thromboprophylaxis after 
hip arthroplasty. Despite these findings, however, hirudin has not 
been approved for this indication. 

For treatment of venous thromboembolism hirudin was 


compared with UFH in one study by Schiele et al '\ Hirudin was 
found to be significantly more effective while major bleeding 
occurred in patients receiving the highest dose of hirudin and in 
those receiving UFH. occurring in 3 % patients in both groups. 

Although hirudin appears promising for the prevention 
and treatment of venous thrombosis, the clinical development of 
the drug for these indications has not been pursued. 

Bivalirudin fHiruloe) 

It is a 20 amino acid synthetic polypeptide and an analog 
of hirudin. Like Hirudin it forms a 1:1 complex with thrombin. 
However, the complex formed is not irreversible like that of 
hirudin-thrombin, which makes bivalirudin safer than hirudin. It 
has a half life of 25 mts after I.V injection and only a fraction is 
excreted via the kidneys. Bivalirudin has been evaluated in 


patients undergoing percutaneous coronary intervention in trials 
like REPLACE-2 (Randomized Evaluation of PCI linking 
Angiomax to Reduced clinical Events) which compared 
bivalirudin with GPHb/IIIa antagonist (abeiximab and 
Eptifibatidc) and Heparin. It was also evaluated as an adjunct to 
thrombolysis in HERO-2 trial (Hirulog and Early reprefusion or 
Occlnsion-2) M where it was compared with Heparin in SI 
elevation Ml patients receiving streptokinase. Summarizing the 
results, Bivalirudin was found to be at least as effective as Heparin 
in patients undergoing PCI with less bleeding chances. For patients 
with low to moderate risk of bleeding who are undergoing PCI 
without receiving an adjunctive GPIlb/Ula antagonist bivalirudin 
may be a better choice than heparin. As an adjunct to thrombolysis 
bivalirudin was found to reduce the risk of reinlarction as 
compared to heparin. However, bivalirudin requires monitoring 
and dose adjustment may be necessary' to reduce the risk of 
bleeding. 

Argatroban 

Is a competitive inhibitor of thrombin forming a 
reversible complex with it. Has a half life of 45 mts and 
metabolized in liver thus to be used with caution in patients with 
hepatic dysfunction. Argatroban is the drug of choice for patients 
with HIT. In many small studies it has been evaluated in patients 
with unstable angina, as an adjunct to thrombolysis, as an 
alternative to heparin in patients undergoing coronary angioplasty 
but none has shown definitive advantage of argatroban over 
heparin. 

Ximelagatran 

Ximelagatran is a prodrug and after absorption in small 
intestine undergoes rapid biotransformation to melagatran. 
Ximaiagatran has a plasma half life of 3-4 hrs and is administered 
orally twice daily. It produces a predictable anticoagulation 
response thus coagulation monitoring is unnecessary. Melagatran, 
the active agent is eliminated renally thus dose adjustments may be 
needed in elderly and in renal insufficiency. Ximelagatran is being 
evaluated in various studies for various indications as described 
below. 

For venous thromboprophylaxis ximelagatran has been 
evaluated without or in combination with melagatran in studies 
like Melagatran for Thrombin Inhibition in Orthopaedic surgery 11 
study and another large one named as EXPRESS study The 
data available to date suggest that (a) the combination therapy of 
subcutaneous melagatran started prior to surgery follow ed by oral 
ximelagatran postoperatively is more effective than enoxaparin 
therapy for thromboprophylaxis after hip or knee arthroplasty but 
may cause more bleeding .(b) Postoperatively is likely to be at 
least as effective as warfarin for prophylaxis after knee 
arthroplasty. Unlike warfarin, however, ximaiagatran does not 
require coagulation monitoring and thus may be useful for 
extended out of hospital prophylaxis in high risk patients. 

For treatment of venous thrombosis ximelagatran was 
evaluated in various trials as Thrombin Inhibition in Venous 
Thromboembolism (THRIVE) 1,11,III 7 where it was compared 
with low molecular weight heparin (followed hv w arfarin). These 
studies suggested that oral ximelagatran is as effective and safe as 
conventional anti coagulation (LMWH followed by warfarin) 
with advantage of ximelagatran being more convenient as it does 
not need monitoring. 

Atrial fibrillation is one of the conditions where it has 
been studied with enthusiasm. Ximelagatran has been studied 
extensively in non-valvular atrial fibrillation in various SPORT IF 
(Stroke Prevention using Oral Thrombin Inhibition in Atrial 
Fibrillation) trials. 

In SPORTIF 11 4 " patients were randomized to one of the 
three doses of ximaiagatran (20.40 or 60 mg twice daily) or 
warfarin targeted to INR 2.0 to 3.0. At I 2 w eeks fewer patients in 
ximaiagatran group had experienced TIA's ( 0.5% and 3% 
respectively) and one patient in ximaiagatran group had an 
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Ischemic stroke compared with none in the warfarin group. There 
were no major incidents of bleeding in any patient in ximaiagatran 
groups, but one major incident of non-intracranial bleeding was 
observed in a patient receiving warfarin. The SPORTIF IV 41 is an 
open label continuation of this trial comparing fixed dose of 
unmonitored ximaiagatran (36 nig twice daily) with warfarin 
therapy. 

SPORTIF III 41 used an open label design and was 
conducted in Europe , whereas SPORTIF V 41 is a blinded trial 
conducted in North America. The trials enrolled patients with non- 
valvular atrial fibrillation and at least one additional risk factor for 
stroke. When the results of SPORTIF III and SPORTIF V trials arc 
combined, the absolute difference in the rate of stroke and systemic 
embolic events is 0.03 % lower in ximelagatran group, a difference 
that is not significant. The rates of major bleeding incidents with 
ximelagatran and warfarin therapy arc 1.9 % and 2.5 % 
respectively. Thus these studies indicate that unmonitored 
ximelagatran therapy is a s effective and safe as dose adjusted 
warfarin therapy. 

For the treatment of Myocardial infarction, 
ximelagatran in combination with Aspirin was compared with 
placebo in patients who had experienced STEMI or NSTEMI in 
past 14 days in a phase II trial named as ESTEEM (Efficacy and 
Safety of the Oral Thrombin Inhibitor ximelagatran in 
combination with Aspirin, in patients with recent Myocardial 
Damage) **. The results were encouraging and thus a phase III 
trial is under consideration. 

The most important side effect of ximelagatran is 
hepalotoxicity. Overall approximately 4 to 10 % of patients who 
receive long term treatment with ximelagatran develop an increase 
in alanine aminotraneferease leve Is.Typ ical ly occurs after 6 weeks 
to 4 months of treatment, is usually asymptomatic and reversible 
even if the medication is continued . In THRIVE trial however, one 
patient died of hepatorenal failure and from two other trials 2 
patients died from Hepatic failure. This has contributed to the 
decision of the FDA to reject an initial application for approval of 
ximaiagatran for prophy lactic and treatment indication. 



In the event of acute bleeding the ability to promptly 
reverse the anticoagulant effect is a desirable property in any anti 
thrombotic agent. Both ximelagatran and fondaparinux at present 
lack a proven antidote. The ability of recombinant factor Vila 
(rFVIla) to normalize melagalran induced thrombin generation 


has been examined in a placebo controlled trial involving healthy 
male volunteers 4 \ A single dose of rF Vila of 90 mg /kg did not 
reverse the anticoagulant effects of melagatran as measured by 
endogenous thrombin potential. It was suggested that the role of 
repeated doses of continous infusion of FVIIa for this indication 


required further investigation. 



Dahigatran is a low molecular weight direct thromh* 
inhibitor, administered orally as a prodrug dabieatran m 

Efcgatran is another direct thrombin inhibitor in 
class. ir,ls 


illation 


ibri 


A better understanding of physiology of fibrinolysis h*. 
identified methods to enhance endogenous fibrinolytic activV 
These include inhibitors of PAM, activated TAFI (TAFlal 
factor XIII a. Although the drugs are in early stage of dcvclonm ** 

still some discussion about them is worthwhile. 0111 

A. PA 1-1 Inhibitors: 


PAI is a major physiological inhibitor of tp a and uPa 
hence its inhibition results in increased endogenous fibrinolvi' 
activity. PAM activity can be reduced cither by decreasing pai i 
gene expression or by rducing the activity of PAM. Lipid lowerin' 
drugs Niacin and Fibrates decrease PAM synthesis in vitro but 
they are not specific for PAM and also affect synthesis of other 
proteins. Peptides have been identified that block PAM activit 
but have yet to be tested in Vivo . More promising arc small 
molecule PAI-^inhibitors some of which exhibit antithrombotic 
activity in vivo.*' x 


b. TAFla inhibitors: 


TAFla attenuates fibrinolysis by cleaving carboxv 
terminal lysine residues from fibrin, the removal of these lysine 
rebidues decreases plasminogen or plasmin binding to fibrin 
thereby retarding the lytic process. A potato derived TAFla 
inhibitor has been seen to increase plasminogen activator-induced 
thrombolysis in dogs and rabbits 4? . These observations have 
prompted the development of small molecule TAFla inhibitors A 
potential limitation of some agents is the paradoxical enhancement 
of TAFla activity at low doses, probably reflecting allosteric 
modulation at the active site of the enzyme. If this phenomenon is 
common to all TAFla inhiobitors, the optimal dosing of these 
agents will be problematic. 


C.FactorXIIla inhio 


Factor XIIla has the property of stabilizing the fibrin 
polymer by crosslinking its X-polymers and X-dimers thus 
rendering it more refractory to degradation by plasmin. The 
inhibition of factor XII la, therefore, has the potential to increase 
the susceptibility of thrombus to lysis. 


Tridegin, a peptide isolated from the giant Amazon leech 
Haemanteria ghilianti, is a specific inhibitor of factor Xllla and 
enhances fibrinolysis in vitro when added before doting of 
fibrinogen 4 \ Dcstabilase, a leech enzyme that hydrolyzes 
crosslinks also provides a promising approach to reversing the 
consequences of factor Xllla-mediated fibrin crosslinking. None 
of t hese agents has yet been tested i n humans. 
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introduction 

Vitiligo is one of the oldest and also one of the commonest skin disorders 
affecting (he human race. About 1 -2% of the world population without any regard to 
the ethnic, racial or socioeconomic background suffers from this commonly 
recognized disorder'. The cosmetic impact of this disease is tremendous and its 
psychological impact devastating especially in dark races 2 . However, in spite of all 
these facts our understanding of this common disorder is still far from satisfactory. 
What do we know about this disorder now that we did not know a decade earlier? How 
far and how satisfactorily are we able to treat this disorder now? What are the new 
treatment options available for this disorder now that were not there a few years back 
and how far have they helped a dermatologist to cure this disorder? These are some of 
the questions that will be addressed in this paper! 

NEW INSIGHTS INTO THE PATHOGENESIS OF VITILIGO 

1 he etiology of vitiligo is still a debatable issue and the best that wc can say 
about this matter at present is that we are still not absolutely certain about the 
pathogenesis of this disease. While we have gained new insights over the last decade or 
so into how this disease really occurs, we arc still far away from the goal. All the 
classical theories for etiopathogenesis of vitiligo viz. the autoimmune theory; the 
neural hypothesis and the autocytotoxic theory are still in vogue and each one of them 
has its own proponents and supporters. However the theory that has gained the 
maximum support over the last few years is the ‘Autoimmune theory’. Substantial data 
has accumulated from clinical research in recent times to implicate the ‘faulty’ 
immune system in the etiopathogenesis of vitiligo 1 '. Many humoral as well as cell- 
mediated immune aberrations have been observed in patients with vitiligo. 

On the humoral front specific autoantibodies have been observed with 
increased frequency in vitiligo patients 5 *. These include antibodies against 
thyroglobulin, thyroid microsomes and thyroid peroxidase with respect to thyroid 
gland; gastric parietal cell antibodies and also antinuclear antibodies. In addition 
cytotoxic antibodies against both surface as well as cytoplasmic melanocytic antigens 
have been detected in the sera of vitiligo patients’ *. These antibodies have been shown 
to cause destruction of melanocytes in vitro by means of complement-mediated lysis 
and by antibody dependent cellular cytotoxicity'. In addition to this destructive effect 
autoantibodies targeting the melanocyte function have also been reported in patients 
with vitiligo. These include the antibodies against tyrosinase, tyrosine related peptide 
1 and2 > Pmel 17 and melanin concentrating hormone 1 [MCHR1]'. 

As far as the cell mediated immunity is concerned the evidence of a 
pathogenic role is even more convincing. In fact, if there is anything that has really 
come close to be called the melanocyte killer in vitiligo, it is the ‘T-lymphocyte’. 
Activated cytotoxic T-lymphocytes have been consistently reported in abundance in 
the lesional as well as perilesional skin in vitiligo patients . These lymphocytes are 
predominantly CD8+ cytotoxic T-ceils and express skin homing receptors (CLA+). 
Moreover, these lymphocytes are seen in close apposition to the disappearing 
melanocytes*. Additionally, cytotoxic T-cells have been demonstrated against 
melanosomal proteins like Melan A, Mart 1, gp 100 and tyrosinase in vitiligo patients 1 ". 

Evidence of T-cell activation in vitiligo has also come indirectly through 
demonstration of elevated levels of IL-6, IL-8 and serum soluble IL-2 receptor in the 
sera of vitiligo patients 11 ' 1 . In the lesional skin also the levels of IL-2, IL-6 and TNF-a 
are increased consistently in these patients 1 '. What is more, when the vitiliginous skin 
is treated with twice daily application of tacrolimus, a topical immunomodulator, the 
levels of lesional TNF& expression are significantly decreased and this correlates well 
with the evidence of repigmentation in the affected area". 

Genetic studies 

Genetic studies have all along supported a non-mendelian inheritance 
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'TTcxposcd parts of the body like the face and neck and 
botJy reS pond the least* Pimecrolimus has also 
Vitiligo in the recent past and the results with this new 
been almoslthe same". 

M^^^Jocatalase has been used in combination with Dead 
therapy or UVB exposure for the treatment of vitiligo. 
Se*°l im * fol use of this agent in vitiligo is an evidence of 
tbc W 15 ^ ^ high H,0, levels in the lesional skin. While 

studies"* w demonstrated excellent results with this 
son* car, j ucing repigmentation in vitiligo later studies have cast 
^tin»". efficacy". Pseud ocatalase is used topically on the 
Joubis on ' and thjs i s followed by UVB exposure to the whole 
iesiona* sK j cs jonal skin. The combination is claimed to correct 
bo#°. rt0 iv e slress on melanocytes in vitiligo patients and thus 
d* ^'^Lction of the depigmentation. 

^J^TlTHEBAEI 


gureical therapies for vitiligo have further increased the 
cu re of the disease by an appreciable degree. With the 
pClCenl |heir use is on the increase in the management of 
result vitiligo both in India and abroad. These surgical 
on** 0 a nilearc indicated in those patients who have a stable 

^^Jmeressive) disease of at least one year, not responding to 
treatment. The most important advantage with these 
res in general is that the chances of repigmentation of 
U are j n the range of 90-100%. What is more, these 
Mentions are becoming better and easier to perform with every 

^Different surgical therapies that have been tried in the 
ement of vitiligo include autologous suction blister 
11,3,138 lit-thickness grafting, punch grafting, smash grafting, 



■ ic follicular unit grafting, cultured epidermal suspensions and 
dogous melanocyte culture grafting. All these grafting 
edures, except the melanocyte culture grafting, are easy to 
IlSbrm and do not require any sophisticated instruments. 

- -Here, thin epidermal grafts are taken from suction 

bi sters on the donor site, usually on the buttocks or thighs. These 
b clion blisters are produced by applying a sufficient negative 
s V sur eon the skin at the donor site by using a suction apparatus 
Syringes with 3-way cannulae. The epidermal grafts are then 
JJsplanted on to dermabraded vitiligo lesions. This leads to 
igmentation of the recipient areas with an excellent cosmetic 
matching. The ease of the procedure, the high success rate and the 
excellent cosmetic results have all made suction blister grafting 
ite procedure of first choice in vitiligo grafting” 

,ii t thickness 


In this grafting technique a thin split thickness graft is 
taken from a donor site w ith the help of a dermatome, Humby's 
knife or a simple shaving blade. This graft is then transplanted on 
to dermabraded recipient areas. This technique also gives an 
excellent cosmetic matching after repigmentation and the 
incidence of repigmentation in this technique is also quite high. In 
fact, most comparison studies on grafting techniques in vitiligo 


review 

have shown that maximum rep igmentation is achieved with either 

suction blister grafting or split thickness grafting’ 5 . 

Punch grafting 

Here full-thickness punch grafts of 1.0 to 2.5cm 
diameter arc taken from a suitable donor site and then transplanted 
on to similar punch shaped beds on the recipient vitiligo lesions. 
The recipient area is then treated with either PU VA/PUVASOL or 
topical steroids leading to spread of pigment from the transplanted 
punches to the surrounding skin. With time the whole of the 
recipient area gels repigmerited. The advantages of this procedure 
are t hat it is easy to perform and can take care of a relatively larger 
vitiligo area as com pared with the above two procedures. However 
there are certain limitations as well as there are chances of 
‘cobblestone appearance', ‘polka-dot appearance' and 
hypertrophic changes at the recipient site"". All these side effects 
can be minimized by proper patient selection and by useof smaller 
sized punches of 1 .O to 1.5 cm diameter. 

Follicular unit grafting 

In this technique, single-hair follicular units arc 
harvested/prepared from a suitable donor area as in case of hair 
transplantation. These follicular units are then cut above the level 
of the follicular bulb and then transplanted into vitiligo lesions. 
The idea behind this technique is that the melanocytes in the 
follicular unit get ‘donated’ to the vitiliginous skin and serve as a 
source of pigmental the recipient site. The repigmentation process 
here simulates the normal process of repigmentation of 
vitiliginous skin quite closely and thus gives an excellent cosmetic 
result. The procedure thus combines the advantages of punch 
grafting with the excellent cosmetic results of split thickness or 
blister grafting techniques. The procedure is however tedious and 
needs a good expertise on the part of the cosmetic surgeon. 
Cultured Epidermal Suspensions 

Here a split-thickness graft is taken from a donor area 
and then incubated overnight On the next day the cells are 
mechanically separated using trypsin-EDTA solution and then 
centrifuged to prepare a suspension. This cell suspension is then 
applied to the dermabraded depigmented skin area, and a collagen 
dressing is applied to keep it in place. A relatively large area of 
vitiligo, about ten times the size of the donor graft can be taken 
care of with this procedure". The recipient area how ever has to be 
treated with either NB-UVB or PUVA for two to three months to 
achieve the desired pigmentation. 

Melanocyte Culture Transplantation 

This is a relatively more advanced grafting procedure 
where, once again, a split-thickness graft is taken from a donor 
area and incubated in appropriate culture medium to grow the 
melanocytes or the keratinocytes-melanocyte combination in 
vitro. The cultured cells are then applied on to laser dermabraded 
or even mechanically abraded lesional skin'* *\ The procedure is 
obviously more difficult to perform, as it needs the advanced lab 
facilities for melanocyte culture. However the results with this 
procedure are excellent and a relatively large area of involved sin 
can betaken care of by a single donor graft. 
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Trends of tinea capitis in population attending dermatology 
deportment of a tertiary health care facility in Kashmir 

^..hdshit'Maqkool Wani, Qurat-ul-Ain Kamili, Muhsin Chisti, Mudasir Maqbool Wani & Qazi Masood 


abstract 

The present epidemiological study spanning a period of 10 months (aug ’04 to may"05) is based on 18,043 patients 
who attended dermatology OPD at SMHS during the said period. Among 18,043 patients seen, 2,136 patients were 
suffering from fungal infections in general and among them 781 had Tinea capitis. The study also reveals higher 
Incidence of infection in cooler months. The disease peaks in January. The disease is highly prevalent in the age 
group of <10years (72%), seen more in rural (73%) than in urban (27%) and more in males (61%). These findings 
may have an important implication as a measure of disease control and as a guide for prevention policies especially 
in winter. 
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INTRODUCTION 

I inea capitis or Ting worm" oi the scalp is a disease in which the essential 
teature is invasion ol hair by a dermatophyte fungus. Causative organisms include 
T.Tonsurans.M.Audoinii, T.Schoenleni and T. J iolaceurn. Tinea capitis is world wide 
in distribution. It is quite contagious and is generally spread by person to person 
contact. 1 he organism has also been isolated from such inanimate objects such as hair 
brushes and pillows. I here may be racial differences ol susceptibility but they are not 
clearly established . From the classical experimental work of Kligman 11 on 
M.audommi. it is clear that if actual hair infection is to occur, invasion of stratum 
corncum ol the scalp skin must Mrsl develop. Trauma assists inoculation, which is 
followed, alter approximately 3 weeks, by clinical evidence of hair shaft infection. 
Spread to other tollicles proceeds, then for a period of variable duration the infection 
persists, but does not spread further. The incidence ofTinea capitis has been increasing 
and presents a growing public health concern. The findings of this study could 
influence programmes of health education and health promotion. 

METHODS AND PATIENTS 

Data based on 18.043 patients attending dermatology OPD from August"04 
to May 05 was analised to find the relationship of Tinea capitis vis-4-vis different 

parameters as seasonality, age. sex and rural urban distribution and to deduce a 
relevant correlation if any [see table / / 

Diagnosis of Tinea capitis was based on the clinical presentation. 





_ Table 1 

Month 

Total no, of 
Mew coses 

seen 

Paiionti with 
Fungal- 
irtfocllon 

Patioms with 
Tinea capitis 

Sex 

Ago 

Location 1 

Mai r 

F ornate 

<10 

>10 

Rural 

urb^n 

Aug us t"04 

2217 

292 

40 

24 

16 

29 

f 1 

31 

9 

5c plumber "04 

2365 

:s4 

65 

2 - 

26 

46 

ts 1 

51 

14 

October‘04 

1C60 

150 

52 

29 

23 

37 

15 

39 

13 

No vemher'Q* ; 

2066 

24 4 

9/ 

4b 

49 

76 

2\ 

73 

24 

0ecember' t 04 

1629 

220 

96 

56 

A? 

7\ 

27 

00 

10 1 

January *0S 

--- 

UO 

7 \ 

52 

19 

54 

17 ! 

46 

23 

February "{15 

1674 

ice 

1 93 

62 

31 

£ £ 

25 

55 

33 

M3rch - 0£ 

2 162 ' 

272 

12* 

77 

47 

as 

39 

94 

30 

April'OS 

2361 

237 

95 

65 

33 

67 

31 

76 

n 

May"05 

944 

1 30 

43 

2 * 

19 

31 

12 

27 

16 

Total 

18,043 

2,136 

781 

476 

305 

564 

217 

574 

207 


Sabo uraud's agar. 

OBSERVATIONS Of the total fungal infections reported (2136 patients), 781 had 
Tinea capitis (36.56%) see figure /* 

nnn The scasonal incidences are presented in figure 2. Rates (Tinea capitis cases 
per 1000 patients) have been plotted against average temperature (provided by 
meteorological department Srinagar) in respective months. The monthly rates varied 
from a low of 18 cases ofTinea capitis per 1000 patients in august to a hieh of 69.26 
Tineacapitiscases per 1000 patients in January. 


_____ Keywords: Tinea capitis, epidemiology, seasonality, age, sex, rural urban distribution" ”* 

JK- Practitioner Vol. 13, No. 3, July- September 2006 


131 



original article 


Study revealed that most of the cases of Tinea capitis 
were in the age group < 10 years (72%). see figure 3 

The infection was present more commonly in males 
(61 %) as compared to in females (39%). see figure 4. 


SAMPLE 

X 

N 

SAMPLE P 

1 

359 

6394 

.056146 

2 

249 

7907 

.031112 


Estimate forp[l]-p[2J: .025034 

95%CIforpp]-p[2] : .0182169,.0318526 

lest forp[l 1 —pl2J =0 vs not = 0 

Z “ 7.20 p - value < .0001 C I Confidence 

interval 


73% of patients presenting with Tinea capitis had a rural 
background. See figure 5 . 




STATISTIC A LANA LYSIS 



A two tailed test for difference between two proportions 
was carried out under the null hypothesis that the proportions are 
equal pi = p2 against an alternate hypothesis pi not = p2 wherepI 
is the proportion of diseased person in winter (Nov”04 to Feb”05) 
and p2 is proportion of diseased in summer (April ’05, May”05 
Aug"04. Sep’04) using test statistic Z. On the basis of Z value 
(7.20) and P value (<.0001) the null hypothesis is out rightly 
rejected. Thus the disease is more in winter than in summer. This 
was done using mini tab software. 

DISCUSSION 

Although these epidemiological trends may be attributable to 
living conditions in winter, biological factors of the fungus may 
have a role. 

Living conditions of a typical rural family in winter are 
synonymous with poor hygiene, poverty, overcrowding, increase 
in interpersonal contact which means increase in the spread of the 
disease. 



One strong explanation for such a high prevalence of the 
disease in children in this part of the world is because of the habit of 
shaving off heads of children during winter. Though conclusive 
proof gained by prospective studies is not yet available but this is 
supported by clinical experience. Shaving is done with a common 
blade ( KHOOR ) especially in rural areas. Using a common blade 
helps in spread as well as inoculation of the fungus which is 
followed after approximately 3 weeks by clinical evidence of hair 
shaft infection (2,3). So in winter they in particular get the disease 
and then it spreads very' rapidly. Thus a typical sufferer of Tinea 
capitis in our set up is a child <10 years, rural male presenting in 
winter with a history' of head shaving or exposure to one of his 
siblings who has same history'. 

Over all fungal infections arc less common in females 
which may be partly due to less exposure to an environment 
conducive to spread of infection. [4,5,6]. 
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^"lUSIONAND RECOMMENDATIONS 
C 0N CL T(ic rcsu its of this study emphasize and impress upon the 
rfinea capitis as a public health problem. The magnitude of 
s* 8 ki«n calls fora proper health policy aimed at prevention and 

^ Either .han cure. 

cOrt tr0 ' CurC of Tinea capitis in our setup means giving 
fulvin which has disadvantages like poor compliance 
Cn*<>‘ ofcost , length of treatmen t, its hitter taste in liquid form, 
b^ aUS flS j[jvityandgastro intestinal side cfTects. 
photos'-’ 11 G[ving up t hc habit of sharing of blades, shunning the 


use of KHOOR. improving hygiene and raising standard of living 
among population are key to prevention. 

G LOSSA RY' 

KHOOR — Kashmiri term used for common blade. It is used mostly 
by barbers in rural areas, its edge is sharpened on a rubber pad or on 
a flat stone {BELAU). It is used again and again for shaving and 
does not carry any provision for putting on a new blade. Besides it 
being a mode of spread for Tinea capitis, it also carries a potential 
for spreading diseases like HIV, Hepatitis B & llepalitisC. Its use is 
highly condemnablcand should be discouraged. 


t \ 

) 



a the adults and 
m I952;66;9- 


niicrosporum,, audouinnii and 
microsporum canlsj Invest dennatol 


,1955; 71:313*48 J ^ ^ 'SBU 

Jones HE,et al Apparent cross 
reactivity of air borne moulds and 
dermatophytic fungij allergy clin 

immunoH9?3; 52:346 

Kligman AM. Tinea capitis due to 


duitmi 




Microsporum audouinnii and 

microsporum can is. Gross observations 

following inoculation of tmman. Invest 

dermalol 1952;18;23i 

Evans HL.ct al. SYSTEMIC mycoses 

due to (richosporum cutaneum. Cancer 
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Clinical study and management of haemopneumothorax in 

Kashmir 



ABSTRACT 

100 cases of haemopneumothorax, were studied Haemopneumothorax mostly due to trauma with few cases f 
spontaneous haemopneumothorax. Patients of all age groups with peak age of 20-40 years (52%) with a sex ratio i 
1.85:1. 70 percent followed blunt trauma. 25 percent penetrating chest trauma and only 5% of cases wer 
spontaneous. Chest pain was the most frequent symptom (80%) followed by dyspnoea (56%) shock was less 
frequent in blunt trauma (14%) than in penetrating trauma {32%). 11 percent patients presented with acute abdomen 
which was again significantly more common with penetrating trauma.Chest radiograph and needle thoracentesis was 
the main modality of diagnosis. 70 percent patients were managed conservatively with intercostal chest 
drainage(ICD), needle thoracentesis. I.C.D. with intrapleural fibrinolysis therapy, external stabilization of chest and 
observation only. 30 percent patients underwent surgery among these 23 percent were associated with abdominal 
injury which merited exploratory laparotomy Early thoracotomy was performed in only one patient of blunt trauma 
chest. 4 percent in whom combined theracoabdominal exploration was done through separate incision in view of 
associated internal visceral injury. 5 patients ( 20 percent) of penetrating chest trauma were managed with earlv 
thoracotomy in view of persistent haenmorrhage through the chest tube drain in 4 patients and one patient had 
diaphragmatic tear on right side with associated liver injury. Intercostal chest tube drainage with intrapleural 
fibrinolytic therapy was given in 9 patients with an overall success rate of 87.5%. 2 percent patients underwent late 
thoracotomy with decortication after 8 weeks . One patient had unsuccessful fibrinolytic therapy for clotted 
haemothorax and another patient developed empyema following blunt trauma chest treated with intercostal chest 
tube drainage initially Most frequent complications seen were residual fluid collection or thickened pleura 6% wound 
infection and pneumonia 6% and 3% respectivelyMortality in our series was 9% which was primarily related to 
haemorrhage, shock and multiple injuries in these patients. 
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Introduction:- — 

Haemopneumothorax involves accumulation of air and blood within the pleural 
space, it can occur follow ing trauma or in the absence of trauma or other obvious 
causes when it is called spontaneous haemopneumothorax. Traumati 
haemopneumothorax can be due to blunt trauma or penetrating injury . Blunt trauma 
falls (at home, from windows, on stairs, on the street) is the common cause 
Automobile injuries to passenger or pedestrian , assaults, injuries by kicking and by 
blunt instruments are other major mechanisms. 

In penetrating chest trauma, gunshot wounds and stab wounds constitute the 
majority of injuries'. Spontaneous haemopneumothorax is a rare disorder occurring in 
I %to 12% of patients with spontaneous pneumothorax J A spontaneous pneumothorax 
can be primary' without known etiology or clinical evidence of an underlying disease 
or secondary to a disease process that predisposes to pneumothorax’ 

The two mechanisms of bleeding in spontaneous haemopneumothorax are 

1. Bleeding as a results of a tom adhesion between the parietal and visceral 
pleura J 

2. Rupture of vascularized bullae 

The goals of treatment in haemopneumothorax include haemostasis and 
reexpansion of the lung. Initial treatment consists of resuscitation with adequate fluid 
replacement and drainage of the pleural space which involves needle drainage, closed 
intercostal chest tube drainage, closed intercostal chest tube drainage with intapleural 
fibrinolytic treatment and some patients with minimal collection need only 
observation. 

A thoracotomy provides opportunity to 

1. Stop the bleeding and evacuate coagulated blood from the pleural cavity. 

2. Seal the site of air leak on the lung surface. 

3. Secure effective drainage by drain placement under direct vision. With this 
background know ledge of haemopneumothorax an endeavor has been made 
to evaluate and study in detail this clinical condition in our hospital. 

Material and Methods 

The study was undertaken is CVTS division of the department of Surgery SMHS 
Keywords: Haemopneumothorax, intercostal chest drainage, thoracotomy. 
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Hospital Srinagar 
during the period 
ranging from 
2001 to 2003 AD. 
100 patients 
received in the 
emergency 
department were 
studied. A 
thorough history 
about mode of 
trauma and other 
relevant history 
and detailed 
clinical 
examination was 
done. f n 


haemodynamicall 
y unstable 
patients, 
resuscitation was 
started at the 
outset consisting 
of mainly 
maintaining 
breathing, 
circulation, 
replacing blood 
loss, controlling 
sucking wounds 
and drainage the 
pleural space with 
simultaneous and 


continuing appraisal of possible visceral 
injury in the chest as well as abedomen. Wise and prompt surgery 
was done wherever necessary . The patients were examined for 


I forearm injuiy « 
wounds 


Clotted 
/ laemothorax 
with trapped 
lung. 


Jntra operative 
view of 
decortication 


Table I : TREATMENT OF HAEMOTHORAX 


any complications during 
follow up for3 to 4 months. 

In intrapleural fibrinolytic 
therapy, streptokinase 250000 
IU was diluted in 100ml of 
normal saline solution and 
administered through the chest 
tube. The chest tube was 
clamped for 4 hours and the 
patients were mobilized during 
the period to allow a better 
distribution. After 4 hours 
period, the clamp was removed. 
This procedure was repeated 
everyday until radiographic 
improvement was achieved. 
Results and Discussion 

Maximum patients in our 
study belonged to age group of 
3' J and 4* decade { 20% and 
32%) with a sex ratio of 1.85 : 
1.70 percent had blunt trauma, 
23 percent penetrating trauma 
due to firearm injury', 2 percent 
stab wounds and 5 percent were 
without any history of trauma or 
any other obvious cause. Out of 
blunt trauma group 35 (50) 
percent patients had 
automobile injuries and 2 
(2.8%) patients had history of 
alleged assault . Out of 
penetrating chest injuries 
majority had injury due to 
gunshot wounds, bomb 
splinters and booby trap mines 
(IED). In firearm injuries. 


Blunt Trauma 
N=70 


Penetrating trauma 
Missile wounds 
wounds 


Tftatnienl 


Spontaneou 


Resuscitation 
and treatment 


Closed 

Intercostal tube 
drainage 
only (CIP) 

CID followed by 
thoracotomy 


abdominal 11 

exploration __ 

Combined 

Theracoabdominal 01 
exploration ■_ 


Needle drainage 04 


CID with 
intrapleura 
fibrinolytic 


treatment 


Decortication 


Observation 

only 

CID with 
external 
Stabilization 
of chest 
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penetratin trauma 


Noli Penetrating 

' CiSSfyfc ISnSrar 

(blunt) trauma 


Complication 


Spontaneous 


Percent 


rax arc 


. nviiimwmy was vpercent 
in our scries and the cause of 
death is depicted in tablc3 

Early mortality was due to 
haemorrhage, shock and 
multiple injuries whilcas later 
the pulmonary complications 
and sepsis was more important 
cause of death i n 
haemopneumothorax patients. 

The incidence of chest 
trauma is high in our valley 
because of increase in 
automobile accidents and 
violence. However, we reported 

5 cases of haemopneumothorax 
who were spontaneous. 

Haemooneumothorav ~~J 


Missile 

i 

Wounds 


Stab wound 


Pneumonia 


Residual fluid 
or thidccncd 
pleura 


Empyema 


Clotted 

Haembthora 


Wound • 
infections 


Pulmonary 

edema 

(ARDS) 


wound of entrance was in abdomen in majority of patients in 
our series with one instance of wound of entrance in neck and 
shoulder. In two cases of penetrating stab wounds, one injury 
was inflicted by knife and other by a sharp iron rod. 

Wounds were multiple in 10 


cases ( 40%) although not all 
multiple wounds were penetrating 
and occurred at every conceivable 
location on chest, front, back, axilla 
etc. Neck wounds were typically 
low in supclavicuiar fossa and 
shoulder and abdominal wounds 
were directed towards chest. 
Clinically patients presented with 
chest pain ( 80%), shortness of 
breath 56%, shock (19%). acute 
abdomen 11%. Physical signs 
included diminished to absent 
breath sounds 45%. fracture ribs 
(78%) , subcutaneous emphysema 
(34%), hyper resonant percussion 
note ( 11%), Dullness to percussion 
(32%), local wound haematoma 


Table 3 


Cause of Death 

Non 

penetrating 
Blunt (trauma) 

Penetrating trauma 
n=25 

Gunshot wounds 

Stab 

Spontaneous 

n~5 

Percent 


. n-70 

wounds 






(n=23) 

(n=2) 



Haemorrhage 
and associated 
poly trauma 

■: 03 

02 v . 


. ■ 

5% 

Pulmonary 

Complication 

(pneumonitis, 

ARDS) 

01 

02 



3% 

Head injury 

01 


■ - * .. . * 


1 % 


(12%), significant soft tissue injury 

to chest wall (61%), obvious chest wall instability (4%), 
sucking wounds (4%), cyanosis (9%), pallor (23%), 
haemoptysis (4%), lethargy, stupor or coma in 13% patients 
primanlv due to shock and associated injuries especially head 
injury. 

At the time of admission, these patients were given 
resuscitative measures as per the clinical status of the patient. 
The treatment included maintenance of airway, breathing, 
blood and fluid replacement for shock and then pleural 
drainage. In 19 percent patients chest wall stabilization was 
accomplished by external methods in conjunction with 
intercostal blocks in 3 patients of blunt trauma and assisted 
positive pressure ventilation in one patient. Further surgical 
management was done as is show n in the table 1 

In our series maximum 6 doses of streptokinase were 
administered for intrapleural fibrinolytic therapy and chest 
tube was removed when the pleural drainage was 50ml in 24 
hours. There was no complication in IPFT. Coagulogram and 
platelet count was done in each patient before subjecting to 
IPFT. Only one patient underwent decortication in view of 
unsuccessful fibrinolytic therapy 


Shock was recorded less frequently in chest blunttrauma 
(14 percent) than in patients with penetrating injuries (32 
percent) 

Summary and Conclusion :- 

Majority of patients with haemopneumothorax had chest 
trauma but it can also develop spontaneously as in 5 percent 
patients in our series. 

Patients belonged to all age groups with peak age of 
presentation 20-40 years (52%) 

70 percent cases followed blunt trauma and 25 percent has 
penetrating chest trauma. 

70 percent of patients were managed with intercostal chest 
lube drainage, needle thoracentesis, intercostal chest drainage 
with intrapleural fibrinolytic therapy, external stabilization of 
chest and observation only. 30 percent patients needed further 
surgical intervention . Among these, 23 percent had associated 
abdominal injury which merited exploratory' laparotomy. 

Associated intraabdominal injuries were more frequent 
with penetrating chest trauma 44 percent than blunttrauma 17% 

The abdominal organ commonly injured was liver 
followed by diaphragm and spleen. 

In patients with blunt trauma early thoracotomy was 
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one patient 1.4 percent in whom combined 
hdominal exploration was done through separate 
yjew of associated abdominal injuries. 
n is (20%) of penetrating chest trauma were managed 
' C thoracotomy in view of persistent haemorrhage 
best tube drain in 4 patients and one patient had 
alic tear on right side with associated liver injury, 
costal chest tube drainage with intrapleural 
c therapy ' vas g> ven in 9 patients with an overall 

lc of 87.5 percent. 

rcent patients underwent late thoracotomy with 


decortication after 8 weeks. One patient had unsuccessful 
fibrinolytic therapy for clotted haemothorax and another patient 
developed empyema following blunt trauma chest treated with 
intercostal chest tube drainage initially. 

Most frequent complication seen were residual fluid 
collection, or thickened pleura (61%) wound infection (61%) 
and pneumonia{3%). 

Mortality in our series was 9 percent which was primarily 
related to haemorrhage, shock and multiple injuries in these 
patients. 


opneumoth 


his paedmoth 
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Transrectal Ultrasonography of Prostate -Correlation with 
Histopathoiogy 


Manjeet Singh, Feroze Shaheen, Baidev Singh. Rauf Khwaja, Tarlq Gojwarl, Hamid Hussain 



One hundred patients with clinical signs/symptoms of prostatic disease were subjected to TRUS and correlated with 
histopathological findings. TRUS revealed BPH in 65. chronic prostate in 5. suspicious carcinoma in 23. rest normal 
HPE confirmed BPH in 62, chronic prostatitis in 2 and carcinoma in 11. TRUS sensitivity and specificity for prostatic 

carcinoma was 81% and 54% respectively. TRUS + PSA assay were most accurate in detecting and staainn 
prostatic carcinoma. »ng 

JK-Practitioner 2006:13(3); 138-139 
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INTRODUCTION 


Transrectal ultrasonography is twice more sensitive than uiguai rc 
examination for detecting prostatic carcinoma. TRUS provides for d‘ 
visualisation of echopattem site and size of lesion and also helps in n 
interpretation of PSA levels which may be raised in many benign concS^ 
especially BPH. TRUS along with PSA could become a sensitive and specific toolT^ 
screening prostatic carcinoma. Ior 

MATERIAL AND METHODS 


One hundred patients referred from Urology department were examined bv 
transrectal USG using Siemens Adara 7-12 MHz phased array probe over last ■ 
years. Patients were examined with full bladder with properly lubricated transrectal 
probe wrapped with a condom in left lateral daeubitus position. The prostate and 
adjacent rectal bladder walls were evaluated for any focal lesion, change ' 
echogcnccity. Lesions seen on USG were correlated with HPE, PSA assay and nop ln 
RESULTS ' 

Table 1: Sonographic features in TRUS 


BPH 

Hypocchoic . i 

9 9 


Hyperechoic 

6 


Isoechoic 

50 

Ca Prostate 

Hypoechoic 

14 


Hyperechoic 

7 


Isoechoic 

1 1 ■ 


Mixed 


Chronic prostatitis 

Mixed with calcification 

7 SI 


Normal 

7 : -i 


Table 2: TRUS findings with HPE correlation (Fig. 1,2,3) 


TRUS diagnosis 

HPE 

Normal 

BPH 

Ca prostate 

Chr. Pros. 

* 

% 

BPH (65) 

- 

62 

3 


94 

Chronic prostitis (5) 

3 

- 

- 

2 

40 

Suspicious carcinoma (23) 

4 

* ! 

13 

6 

56 

_Normal prostate(71_ 

- 

4* 

- 

- 

100 


Table3: Correlation of DRE abnormality, PS A & TRUS findings 


DRE 

Serum PSA 

Induration 

1-4 nmol/ml 

Nodular prostate 

4-lOnmol/mI 

Mucosal fixity 

> Inmol/ml 


TRUS findings 


Increased echogenicity (5) 
with prostitis 
Ca prostate 5 

Normal 3 

Ca prostate 2 

Lesion > 1.3 cm 


Table 4: Correlation with PSA levels 



DRE + increased PSA levels Suspicious carcinoma “201 

DRE +increased PSA+TRUS findings Suspicious carcinoma =* 16 

Histopathological proved_ _:_ =11 cases 

DISCUSSION 

With the description of zonal anatomy by McNeal 1 and advent of transrectal 
sonography, the various pathological processes became better defined especially for 
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show 
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tumour 
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<■ 


yg 


'A 


O 


carcinom 


rrccntm: for nonpalpable prostatic carcinoma. Earliest 
in TRUS showed prostatic carcinoma predominantly is an 
j c ] cs ion "\ Benign lesions like BPH were limited to 
an j appeared mostly as a diffuse textural changes 

^tion z®“ 

In our series prostate carcinoma appeared mostly as 
• c f oca i lesion in the peripheral zone in 23 patients out of 
^**213 provedcorrect on histopathology. I hree cases were false 
" ■ civ labelled as BPH and proved to be carcinoma.. None of 

' I r o S es on TRUS had evidence of carei 
^ a positive correlation 


inoma in HPE.. 
between I RUS findings 


T*^ ve 0 f carcinoma. Digital rectal examination and PSA 


original article 


levels. Thus 7 out of all the focal lesions in TRUS had positive 
nREand raised PSA levels of more than 5 nmol/ml. 


JS Wolf * demonstrated increased 
accuracy of combined staging method using 
TRUS and PSA. The size of the focal lesion 
was related to serum PSA levels e g., two 
focal lesions > 2.0 cm had PSA levels m 
excess of I nmol ml Cooncr et al found 45 
cases out of 144 screened by 1 RUS w ith PSA 
levels ■ 10 ng ml hav ing prostatic carcinoma 
and concluded that every patient with 
significantly raised PSA levels should have 
I RUS examination. All the four focal lesions 
> 1.5 cm3 volume had raised PSA levels of 
>10 nmol/ml, two having invasion of 
prostatic capsule suggesting that size of the 
lesion was related to glisson state of the 
lesion,. Petter Littravs ct al suggested close 


relationship of prostatic volume to PSA levels. Wolfet al' showed 
that the volume of hypoeehoic lesion as an independent variable 
tor staging of carcinoma prostate. 

Use of combination modality screening such as DRE J - 
PSA and TRUS ~ PSA showed increased accuracy compared to 
DRE or I RUS as stand alone modality. Twenty of patients in our 
Series were positive for carcinoma prostate using DRE - PSA 
while 16 out of these were positive in TRUS ■+ PSA screening. 
Histopathology proved eleven of these patients to have prostatic 
carcinoma. Thus TRUS ■+■ PSA significantly scores o \er as a 
screening combination. Wolf et al showed that by combining 
prospective TRUS evaluation with retrospecti\e PSA analysis, 
there was increased accuracy of this combined staging screen inn 
method compared to TRUS alone. 
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Amino-Acid Infusion in Oiigohydramnious 


Abida Ahmad 



ABSTRACT 

Oligohydramnios is a rare condition where the liquor amnii may be reduced to a few ml. of viscid fluid Thi* ■ 

Jlh f of /° etal malnut rtfton Oligohydramnios or diminished liquor is quite often associated with imoairJdf^ ^ 
growth, foetal anomaly and malpresentation. impaired foetal 

The study was done to see whether maternal nutrition plays any role in maintainina the foetal onuimn 
patients of oligohydramnios in third trimester were selected for the present study. Maternal nutrition was 
parenteral ammo acid infusion. A significant improvement was observed subsequently as the AM ^ 

increase and less operative intervention was needed. A lesser perinatal mortality was as well seen ^ 

JK-Practltloner 200&;13(3); 1 40-14T 

Introduction ’ -— _ 

Amniotic fluid surrounds the foetus in uterus and forms i nm. . 
cushion around it. The volume normally increases to about a litre around 3fi(v? l ! VC 
decreases thereafter till term. In oligohydramnios the volume of amniotic Si Ul 
fall far below the normal limits and occasionally be reduced to only a few ml ofviscvi 

Oligohydramnios is said to be a late sign of fetal malnutrition Foetal.. „ 
bang to a great extent depends upon the appropriate volume of amniotic#15 
Oligohy dramn ios in early pregnancy is attended by serious consequences tn i? 
foetus. Subjected to pressure from all sides the foetus assumes a peculiar anrwa C 
and musculoskeletal deformities such as club foot, talipes and wry neck mayS? 
The skin of foetus appears dry, leathery and wrinkled. Pulmonary hyponlarfT 
common with oligohydramnios 1 Diminished liquor is quite often associated Zlt 
impaired foetal growth, foetal anomaly and malpresentations. This is also associat a 
with abnormal FHR pattern and muconium staining of liquor which often tea f 
caesarean section and results in perinatal mortality and morbidity. quircs 

Different medical and interventional methods have been tried to ire 
oligohydramnios. The present study was done to sec the effect of amino acid infmin* 
on amniotic fluid index, mode of delivery and foetal outcome. on 

Material and Method 
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The study was done on 20 clinically and sonographically proven cases „r 
oligohydramnios in third trimester of pregnancy, in the department of Gynaecoloev 
and Obstclntcs at Sher-i-Kashmir Institute of Medical Sciences, Soura, Srinagar & 

Patients with gestational age of more than 28 weeks and less than 36 weeks 
were taken for the study. Patients with any congenital anomaly of foetus maternal 
pulmonary', cardiovascular and abdominal pathology or premature rupture of 
membranes were excluded from the study. H 1 

Amniotic fluid volume was measured with four quadrant technique which 
consists of measuring the largest pool of fluid found in each of the four quadrants of 
uterus. The added measurements give AFI. The fluid is decreased when AFI is less 
than I Ocms and markedly decreased if less than 5cms. *. 

A detailed obstetric, menstrual, past, personal and family history was taken 
General systemic and obstetric examinations were conducted. Abdominal girth and 
fundal height was measured in cms. and recorded weekly, A record of foetal 
movements and foetal heart was maintained. 

All investigations of blood i.e. Hb, ABO, Rh, TLC, DLC, BT, CT, VDRL, 
KFT and Sugar were done. Routine urine examination with culture/sensitivity as and 
when needed was also done. After initial USG patients in the study group were 
subjected to repeat USG weekly. The patients in study group were given I/V infusion 
of 200 ccs of aminoacid on alternate days for the first week and repeat infusions were 
given after 2-3 weeks if required. Each patient received 500ml oflO%Fructodex prior 
to amino acid infusion. Oral iron, calcium and multi-vitamin therapy was continued as 
before. The patient were followed till delivery'. 

Observations 

Patient at entry were divided into two groups: 

a) Moderate oligohydramnios (AF1:5.1 -10 cms) 

b) Severe oligohydramnios (AF I < 5cms).- (Table-1) 


All the patients with severe oligohydramnios had IUGR, whereas60%of 
patients with moderate oligohydramnios had IUGR (Table-II). 5(33.00%) patients 

Keywords; Oligohydramnios, less liquor amnii, amniotic fluid, foetal well being, amniotic 
fluid index (AFI). 
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toMe.ll: Relationship of AFI to IUGR 


No. of cases 

5__ 

15 


Patients of 1UGR 

_ 5 

9 


with 
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erate 
oligo 
hy dr 
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100% 
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TabIe~III: AFI after infusion 

1 —--—r---— _ 

. at start 

% 

No. of pts. at 2 wks 

% ! 

No.ofpts. at 4 wks 

% 

5 

25% 

5 

25% 

3 

15% 

15 

75% , 

10 

50% 

10+2 

60% 

- 


5 

25% 

5 

25% 

20 

1 100% 

20 

100% 

20 

100% 


AFI 

<3cn^ - 

5>j0cins 

Tfikms 


Table-IV AFI and Pregnancy Outco me 

_ Pregnancy outcom e 

Premature (Normal va 

delivery 

1 (33.3%) _ 1 (33.3%) _ 

2(16.66%) 7(58.33%) 

4(80%) 

Table-V: AFI & Foetal Outcome 


vaginal I LSCS 


AFI__ 

£$C fflS 

5 j.lOcms- 
> lOcms 


VLB W Baby 

3(100%) - 


LB W Baby 
* 

4(33.33%) 

7(20%) 


Normal Baby 
8 ( 66 . 66 %) 
4(80%) 


amnios on repeat USG were seen to have improved the AF] to 
normal after 2 weeks of repeat infusion. However, repeat infusion 
after 2 weeks was given for maintenance of normal AFI. No 
appreciable improvement was seen in patients with severe 
oligohydramnios within 2 weeks only. 

Repeat infusion was given after 2 weeks and 2(40%) 
patients with severe oligohydramnios had improved AFI to 
moderate level (Table-111). Out of 5 patients with severe 
oligohydramnios 2(40%) improved to moderate 
oligohydramnios. Out of the 3 in severe oligohydramnios group 
1(33%)underwent LSCS. I(33%) delivered normally at 36 weeks 


and 1 (33%) had premature delivery. 

Out of 1 2 patients in moderate oligohydramnios group, 
2( 16.6%) had premature delivery', 7(58.33%) had normal delivery 
around 37 weeks and 3(25%) underwent LSCS for FDand IUGR. 

Out of 5 patients, whose liquor improved to AFI >10. 
4(80%) delivered normally, whereas 1(20%) underwent LSCS 
(Table -1 V). 

Patients with moderate oligohydramnios had 2 ( 16.66*%) 
preterm deliveries, 3(25%) LSCS for FD. muconium and 

_____ malpresentalions. 

Out of patients 

- 1 ——TT—n—;— nr, - with severe 

/o No.ofpts.at4wks % 

- - -oligohydramnios, 1(33%) 

25% ___3_ 15% had preterm delivery and 

50% 10+2 60% 1(33%) had LSCS for F.D. 

2 5 o /o ^ 250 / Babies of severe 

— - 0 oligohydramnios patients 

100% 20 100% had low A/S and 3(100%) 

were VLBW (Table-V). 

- - Bab ies of patients whose 

| oligohydramnios 

improved to normal had eood A/S instead of being 

LSCS- L ? w 

Discussion 

I ( 33 . 33 %) Second important cause of IUGR and 

3 (25.00%) ass °ciated complications is said to be inadequate 
I (20%) nutrition to mother \ . So improving the maternal 

— —I _ nutritional status during pregnancy shall 

improve the pregnancy outcome. Various 

- 1 --- studies have tried intravenous infusion of 

ab r _ A/S <5 large amounts of glucose and aminoacids to 

,) 4 the mothers \ Mothers carrying IUGR 

- - babies have been infused with 10 % 

_Fructodex and aminoacid solutions \ 

0 Pregnant patients with oligohydramnios 

also have been infused with aminoacids for 
improvement of (octal outcome". Improved 
maternal nutritional status by' intravenous aminoacid infusion 
appears to improve the AFI. This improvement may not have been 
achieved with diet alone because of non-compliance and socio¬ 
economic status. 

Conclusion 

From the study conducted it can be suggested that I/V 
inlusion ol aminoacids and Fructodex has a beneficial effect to 
both mother and loetus in case of idiopathic oligohydramnios in 
developing countries. I lowever, larger studies with controlled trial 
are needed to be done. 


A/S <5 

4 

3 

0 
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Skin Closure with Automatic Stapling in Total Hip and Knee 
Arthroplasty. 


A K Singhal MS (Orth), FRCE; A Hussain Mch (Orth), FRCS 



Abstract. 

Effective skin closure conducive to wound healing by primary intention is vital for the postoperative morbidity cl- 
closure has proved elusive despite unceasing efforts for many millennia not only due to techniques but also beca 
ideal suture material has so far been found. We evaluated the results of skin closure with automatic stapling in tntf 
and knee joint replacements in a scries of 182 consecutive hip and knee arthroplasties performed under the care 0 f • P 
author in our hospital since September 2000. All patients had satisfactory wound healing in our series apart from twonT 

problems. We haven’t come across any other report of skin closure with staples exclusively in relation to arthroolasti ”1°* 
date in English literature. H ^* Ies, °“ 
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Introduction. 

Prevention of infection is of paramount importance in joint reptaccme 
surgery which can not be overemphasised. Modern surgical techniques counted w'tH 
antibiotic prophylaxis minimise the infection rate. y qw,Ul 

Objective. 

To evaluate the results of skin closure with automatic staplingfsinel 
use reflex skin stapler from ConMed corporation, figure t) in total hip and k C 
arthroplasty in a series of 182 consecutive total hip and knee arthroDlastie? ^ 
September 2000. ** 

Method. 

182 consecutive patients at our hospital under the care of the senior author 

(AH) underwent arthroplasty of the hip or the knee joint between September 2000 

and March 2005. There were 101 males and 81 females. 110 patients had total hio 

arthroplasty and 72 patients underwent knee replacement. Average age of the nati™.? 
was 74.3 years,( Range 63-87) patients 

The operations were performed in the standard manner in a laminar flow 
theatre. Usual preparation of skin with antiseptics and steridrapes was used in all 
patients. Wounds were closed in layers in all patients and skin closure was done with 
automatic stapler and occlusive dressing was applied. The dressing was not disturbed 
in the postoperative period unless there was a problem. Staples were usually removed 
between 12 14 days and only those with positive wound swabs were regarded as 
wound infections. 

Results. 

We encountered no major wound problems ( Figure 2 and 3). There was a solitary 
case of superficial wound infection by MRSA, which settled uneventfully with 
antibiotics and one patient had a superficial partial wound dehiscence after clip 

removal at 14 days. The wound was held together with steristrips and healed 
uneventfully. 

Discussion. 

Effective skin closure conducive to wound healing by primary intention is 
vital for the postoperative morbidity. Skin closure has proved elusive despite 
unceasing efforts for many millennia not only due to techniques but also because no 
ideal suture material has so far been found. # 

General classification of sutures include natural and synthetic, absorbable and non* 
absorbable, monofilament and poly filament. Synthetic materials cause less reaction 
and minimize the inflammatory reaction around the suture material. Monofilament 
sutures have less drag through the tissues and also decrease infection rate unlike 
braided Polyfi laments which potentially can harbour bacterial inocula. 

Staples provide a fast method for wound closure and have been associated with 
decreased infection rates. Staples are composed of stainless steel and this has been 
shown to cause less reactive inflammation than traditional suture material. The act of 
stapling requires minimal skin penetration and thus fewer micro-organisms are carried 
in to the deeper layers. With proper placement of the staples the resultant scar 
formation is cosmetically equivalent to that of other techniques. Staples also evade the 
issue of handling and knot security which is an important feature in selection of any 

Keywords: arthoptasty, stapling , skin closure 
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<ututc tnateri 31 

Choice of suture material and method is not only surgeon and 
jjjslitulion dependant, but is also dictated by patient preference, 
rtsnietic and economic analysis. 

StocUey, Elson 1 compared staples and nylon and found a higher 
incidence of inflammation and discomfort on removal of staples. 
Theonly advantage was speed of wound closure. 

CUyerand Southwood 3 compared skin closure with staples and 
prolene in hip surgery. They found no significant difference 
between the two except that staple insertion sites were more 


obvious in scar that had the staples removed at a later time. 

Apart from the above references we haven’t come across any 
other report ot skin closure with staples exclusively in relation to 
arthroplasties to-date. 

Conclusion. 

Our study represents the first reported scries supportive of skin 
closure with staples in lower limb arthroplasty . Stapling 
facilitates rapid closure ot skin and saves the surgeon from the 
risk of needle stick injury. In our experience it provides the 
patient with excellent wound healing. 
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case report 


Spontaneous CSF Rhinorrhoea-A Rare Complication of 
Pseudotumor Cerebri 


Naseer A Choh MD; Majid Jehangir MD; Malik Suhall M.B, BS; GM Malik; Sghll A Choh MD 



Abstract: 

Pseudotumor Cerebri 
minimal or absent focal neurolog 


i (also known as benign intracranial hypertension) is a syndrome characterized by headache mniii a 

MDI p -. . - J * ,cal s, K pns antl normal C f' composition in the absence of an intracranial mass or dilated vcmricK^ 

r MR1. Pseudotomor cerebri has number ol causes (e g dural sinus thrombosis, chronic meningitis drugs etc ) in which c ' ;.'? onCT 

* secondary pseudotumor syndrome. The most common form, called as idiopathic intracranial hypertension’ lias no <*t£\n! !? Callcd 
Spontaneous CSF rhinorrhea is a rare complication of this syndrome. bshed cause. 


or 

as 
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Case Report: 



An elderly female patient presented to the medical OPD of SMHS H 
Srinagar with complaints of chronic headache ; she was a known hvncitenslJ P ' ,a J 

type lldiabctestnclhlus which were well controlled. Her fundus examination reveal 

bilateral papilledema and as such, the patient was referred for MR imasinp \ad 
revealed a partially empty enlarged sella with dilation and tortuosity of ontic n 
sheaths . distension of optic nerve sheath and mild flattening of globes at optic ^ 
insertion. There w as no evidence of dural sinus thrombosis or meningeal enhance Cr ' C 
The MR findings were interpreted as being consistent with the diagnosis ofidionilv 1 
intracranial hypertension. The patient was put on acetazolamide and gradually beci 
symptomatically better. However, after a year the patient noticed watery 
discharge which was exacerbated by stooping forward and was confined to rich 
nostril. Initially, it was interpreted as allergic rhinitis and the patient was ciCT 
symptomatic treatment with nasal decongestants without any relief. Later CSF 
rhinorhoea was suspected and patient was referred to the Department of 
Radiodiagnosis for MRI. The coronal FLAIR and T2 VV images revealed asm II 
meningocele protruding through cribriform plate into the superior nasal cavity (Fjo ? 
The optic nerve sheaths were dilated with empty enlarged sella ( consistent with he 
earlier diagnosis of pseudotumor cerebri). CT cisternography was performed aftel 
injecting 10m! of water soluble non ionic contrast (iohexol) and performing 2mm 
coronal slices in the suspect region as revealed by MRI, A small bone defect was 
noticed in the right cribriform plate with the contrast filling the anterior ethmoid air 
cells and a tiny meningocele. Contrast accumulated in the cotton pledget put in the 
right nares (Fig 2&3). The patient underwent a successful endoscopic repair of the 
defect with sealing of the leak using tensor fascia lata graft. The patient is on regular 
follow up and is asymptomatic since then B 

Discussion: 


Clarke et al described 4 cases of pscudotumor with the complication of CSF 
rhinorrhea ; all patients were in the age range of 33 to 44 years on treatment from 8 
months to 11 years. Cribriform plate was the site of leak in all patients ’.Dunn CJ etal 
reviewed 15 patients with spontaneous CSF rhinorrhoea . M patients 
were elderly females (37-70 yrs); all female patients were overweight 
with a body mass index (BMI) greater than 24.9,9 patients were obese 
with BMI more than 30 J . Schlosser etal studied sixteen patients with 
spontaneous CSF leaks and found that 10 had completely empty sella 
and 5 had partially empty sella . They concluded that empty sella 
represents a sign of increased intracranial pressure that leads to 
spontaneous csf leak ; interestingly 13 of the sixteen patients were 
obese , middle aged females ’. Tolley NS in their study of 10 patients 
with spontaneous CSF rhinorrhoea observed that the site of fistula could 
be radiologically identified in 90 per cent of cases . Precontrast bony 
dehiscences were identified in all patients leaking from cribriform plate 
region . but contrast CT was better in confirming the leak . These 
authors also noted deviation of crista galli in patients leaking from 
cribriform plate region Johnson DB et al studied 24 patients using MRI, 
nine of them were not actively leaking at the time of scanning. The site 


™ ™ ™ ™ ™ ™ ™ m mm mm mm mmmmmmmmmmmmm natiiiMVii 

Keywords: cribriform plate. intracranial hypertension, rhinorrhoea 



144 


JK- Practitioner Vol. 13, No. 3, July- September 2006 







Rg^jre^^lsjajsnfa 11 

I lKifle umi^ng^Sl^^^UKuty^wjTro^^B 
IIBiiintracranialRu^raciinoia^pacc^^^B 


SonaK,wt^imngc|slv^vi^P 

^ n |^jgDrotnjdingJ^^M 

fffcri fomitpl^a^ioya^ o 1 ^ 

icath s 


^^J^JgontrastJs sccnjaccumulating in tljSSrotion 

naresJR 


p 1 cgjge.tfptacesiih (he ri 


of CSF leak was 
identified in all 24 
patients using MRI , 
and was 

subsequently 
verified at 
operation 5 . Levy 
LM et al in a similar 
study of 7 patients 
found flow sensitive 
MRI useful for 
identification of 
CSF leaks 11 
Wakhloo AK et a! 
studied 16 patients 
with CSF leak 
(traumatic and 

_ _ digital subtraction 

n °?ernography and found the latter most sensitive for 
deposing dural and bony defects . They also employed 
URI using heavily weighted T2 images ( a modification 
f rapid acquisition with relaxation enhancement) in 6 
° ses which demonstrated the fistula in 4 patints 7 
^jyatorn L evaluated MR cisternography using 


case report 


ontraumatic) using CT 


and 


T2 wt fast spin echo sequences in 35 patients 
with CSF leaks, employing additional plain IIRCT in 


heavily 


e cases Criteria for positive results were 
dem° nstrable fistular tract con necting subarachnoid 
oace to paranasal sinus or petrous bone , dural 
discontinuity, bone defect with pneumoencephalus. and 
re sence of brain herniation . It was concluded that 
combination of MR cisternography and plain HRCT are 
highly accurate in locating the site and extent of CSF 

fistula . 

Idiopathic intracranial hypertension typically affects 

obese 
females in 
I 20-44 year 
age group of 
the 
1 9/100000 
the main 
symptoms 
are headache 
(which is 
episodic, 
throbbing 
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and 
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on. The CSF pressure is elevated (150 to 450 mm H20) with 
periodically occurring plateau waves of increasing pressure lasting 
20 to 30 min. The main consideration in such cases is to distinguish 
idiopathic pscudolumor cerebri from secondary pseudotumor 
syndrome secondary to dural venous sinus thrombosis, 
gliornatosis cerebri, occult AV malformation, carcinomatous, 
infectious or granulomatous meningitis . MRI findings reveal 
enlarged optic nerve sheaths (best seen on T2 Wt. coronal images) 
with flattening of globes at optic nerve insertion (best seen on axial 
images) in 40-50% of patients. In severe cases, the optic nerve 
papillae may protrude into the globes; this finding may reverse 
after successful medical or surgical treatment. Diffusion weighted 
images reveal normal brain water diffusion and proton 
longitudinal relaxation time. MR venogram by demonstrating 
dural occlusion, and contrast enhanced MRI by showing abnormal 
meningeal enhancement, can help in differentiating idiopathic 
from secondary pseudotumor syndrome.’. 

Spontaneous CSF leak is a rare complication of 
pseudotumorcerebri u . The role of imaging is to identify the site of 
the leak before an operative repair is undertaken, and to identify 
other causes of spontaneous CSF leaks which include 
fontoethmidal meningocele and congenital bone defects. The 
various imaging modalities include radionuclide cisternography 
using indium 111, coronal high resolution T2 and FLAIR MRI and 
HRCT-Myelography. In our case the leak was initially 
demonstrated by MRI and subsequently verified by CT 
Myelography. The latter technique can define the bone defects; 
however, intrathecal administration of contrast is needed for 
definitive demonstration of CSF leak.Endoscopic closure of dura 
defects is the treatment of choice 10 
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case report 


""'llgn acute childhood myositis; presentation and 
||JJ, a gem en, emergency 



Mushtaq Ahmad Bhat, Parvez Ahmad 


A^^genign childhood myositis is an uncommon disorder in the pediatric population. It usually follows an upper 
niratory illness especially by influenza B virus and has a benign course with spontaneous recovery. We present 
Jh eecas® s of such an illness with review of literature 


JK-Practitioner 2006;! 3(3);149-150 
Introduction 


Viral infections are an important causes of respiratory tract disease in the 
childhood .The spectrum of clinical manifestations is wide, ranging from mild upper 
respiratory' illness to bronchiolitis and pneumonia *.However the commonest 
presentation in children is fever, cough and headache. Benign acute childhood 
myositis is especially seen with influenza virus VI5 .It usually occurs in the acute 
convalescent phase of typical influenza infection. There is sudden pain and 
tenderness in both calves with difficulty in walking associated with characteristic rise 
in creatinine kinase and aspartate aminotransferase. The purpose of this study was to 
present the clinical scenario and management of pediatric patients presenting with 
benign childhood myositis. 


A 5 year old boy presented with a three day history of fever and headache, 
followed by a 24 hour history of painful calves. He first experienced the pain during 
middle of the night and had progressive difficulty in walking. On examination he had 
coryza and had palpable cervical lymph nodes. Both calves were tender but no 
swelling, erythema, or wasting was noted. His urine dipstick for myoglobinuria was 
negative. He had normal counts and erythrocyte sedimentation rate (ESR) was 
normal. His creatinine phosphokinase (CPK) and aspartate aminotransferase (AST) 
were raised (see table l).He was discharged and became asymptomatic within 72 
hours. CPK had returned to normal within two weeks 
CASE 2 
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An eight year old boy attended with a two day history of headache, sore 
throat, anorexia, and pyrexia. Two days after this resolved he woke up with painful 
calves. On examination he was apyrexial, had enlarged tonsils, and palpable cervical 
lymph nodes. He had tender calves but no evidence of swellingor erythema. His urine 
dipstick was normal. He had a mild Icucopenia, borderlineplatelets, but a normal ESR. 
His CPK and AST was moderately elevated(see table 1) He was discharged home and 
became asymptomatic 48 hours after discharge. When he attended review clinic two 
weeks later his CPK had returned to normal 
CASE 3 

A 6 year old boy presented with a four days history of headache, coryza, and 
cough. He developed calf pain on day 3. On examination he was apyrexial and had no 
palpable lymph nodes. He had tender calves and waswalking with extended legs and a 
broad based gait. His neurological examination revealed no evidence of pathology. 
His feet were cold but capillary return was less than two seconds. He had mild 
leucopenia, borderline low platelets, but a normal ESR. His CPK was very elevated 
(see table 1 ).He was asymptomatic when seen in clinic ten days later and his CPK had 
returned to normal 
DISCUSSION 

In 1957 Lundberg published the firstreport of “myalgia cruris epidemics 1 
which was a newly identified syndrome of muscle pain, predominantly affecting the 
calves and occurring in school age children. The condition followed a prodrome of 
febrile illness, striking in the first few months of the year. The patients were typically 
boys, many of whom reported participating in strenuous activity before the onset of 
pain. All children recovered within a week. Lundberg felt that in view of the well 
described prodrome, the accumulation of cases within families and schools, in 
addition to leucopeniaand increased sedimentation demonstrated in affected patients, 
the etiological agent was likely to be a virus. 

Since then various descriptions have been given to the disorder and despite 
some debate about the actual muscle pathology, the term myositis seems to be 
generally used. This is a reflection of the assumption that there must be at least an 
element of muscle inflammationto account for the release of CPK. Many authors have 
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JK* Practitioner Vol. 13, No. 3, July- September 2006 


149 






termcdthe syndrome benign acute childhood myositis (BACM). 

It is interesting to note that two of our patients had 


suggestive oi recent infections and'virus cultures 
these arc common pathogens and may have t 
coincidental to their myositis presentation i 
conceivable that a single undetected viral ajzent 
responsiblcfor all of the children’s illnesses. Surprise 

I in neighboring areas ant 


Blood 


02 q nonc °f otir patients lived 
rsjr- H went to different schools. 

management 

— A large number of conditions can cause muscle nain i. 

children and it is important to distinguish BACK/ r ° 
other more severe illnesses. ‘ rorri 

Firstly the histoiy is generally consistent: a vir»i 
prodrome followed by acute onset of severe muscle nain. „ J„ 
confined to the legs. The resolution of symptoms is y 

patients arc markedly improved within 24 hours A full ° y 
thorough examination should be performed to include a deJUS 
neurological examination. Neurological signs other than weaknZ 
as a result of muscle pain may herald more severe pathology!? 
most consistent laboratory result is a raised CPK but iib tmnon ** 
to rule out rhabdomyolysis by performing urinalysis for e^doS 
or myoglobin. It is prudent if drawing blood toperform a fullbJaS 
count, basic biochemistry, and send a serum sample to virolnm# 

If the presentation is of classical BACM 22?* 


unusually cold feet—a sign which, to the best of our knowledge, 
has not been associated with BACM previously. This may suggest 
the pathogenesis involves a vascular component although in both 
these children the capillary return was normal. 

The majority of reports have associated the illness with 
influenza viruses, particularly influenza B ^ All the three 
children had evidence of recent influenza B infection and there was 


tune our cases presented . 

It has been suggested that susceptible children only 
become ill on die primary exposure to a particular strain of 
influenza, which may account for the lack of cases seen in adults. It 
has been shown from serological testing that children with 
myositis in association with influenza were naive to the infecting 
strain .Two children have been recorded as developing a second 
episode of myositis in response to a different strain of influenza, 
but when re-exposed to a previously encountered strain did not 
develop myositis T . 

Some authors have not derived any association with 
influenzaeither in terms of virus isolation or serology Although 
this could be the result of inadequate sampling or laboratory 
techniques, it seems that other viruses may also cause an 
indistinguishable syndrome. Indeed, more recently adenovirus, ’ 
HSV,’and EBV '“havebeen found in association with BACM. 

Despite lack of evidence for the same viral agent it is 
difficult to ignore that all our cases presented within a few days 
with an almost identical clinical picture. All of our children had 
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short communication 


d unsumo Rizvl- F«" hqt -labeen 


Here we report case ot rare anomaly, A third gravida lady with one normal 
d one abortion was admitted in the hospital as a case of retained second 
Jc6 rt ^i 0 f the twins was delivered at home, bom died. She reported to hospital after 
l*i» F r " ur 5 Of the first delivery. All means of medical induction tried without 
pel*.g successful cervical dilation. Caesanan section was planned. An acardiac 
^Vj^jnplete malformation of upper torso was delivered w ith great difficulty. 


More etal (1900)' have described the outcome of 49 pregnancies 
complicated by acardiac twining. Quintero etal (1994)' reviewed methods ofin utero 
[Llnent of acardiac twining where the aim is interruption of vascular communication 
between the pump and the recipient twin. They also described successful use of 
J^sabdominal fetoscopy to ligate the umbilical cord of 11 acardiac twins. 

In our case, the patient reported quite late with one of the twins having been 
(jelivered at home, bom dead. Diagnosis of acardic twin continues to prove a 
pfoblem'The ultrasonographic features of absent head and trunk regions and 
[Leased soft tissue in the body aid in correct diagnosis. 5 

Innovation in management, pharmacologic treatment of the pump twin, or 
gjjgical interruption of acardiac umbilical flow may alter the prognosis in selective 

cases 

Insertion of a helical metal coil to induce thrombosis in the umbilical artery 
oftheacardiactwinisanoval approach to save the co-twin h . 
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Package inserts-do they have any role ? 


Bonsai V, Dhamlja P y MedhiB, Pandhi P. 


ABSTRACT 

Introduction: Package insert is an essential feature of drug packaging. Often unread they have nntpniioi 
educational and legaJ implications . The inserts available today are mostly physician oriented This has rartfeii 
marginalized their utility for common man.To identify the awareness and deficiency in drug label A set of Quests 
was prepared for medical personnel (i.e resident doctors and nurses of PGIMER ChandiqarmnH 
patients/attend ants.300 proformas(100 each) were circulated among them after explaining the nature ofstudv Th 
responses were marked as agree/disagree/no comments. Results were expressed as percentage of total res no n 
for that question. Majority of the respondents believed to know the importance of package inserts General 
agreement for relevance of information. Opinion was against adequate mentioning of negative points, reference-! 
quoting and regular updating. Small font size was a common problem. A lot needs to be done to make packaoe 
inserts more reader friendly and enhance their utility. With more stringent rules for regulating the contents and 
references, their quality can be improved. na 
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INTROD UCTfON 


Package insert or product label is an essential feature of drug packaging' 
These inserts are present in most of the medicinal and pharmaceutical products as 
piece of paper with information pertaining to that particular product. Ethically and 
legally speaking they should provide all the necessary information of the drugs in 
correct and easily understandable form for safe and effective use 2 . The information 
should be unbiased, should not hide anything and regularly updated. Often unread thev 
have potential educational and even legal implications. However, it is often noticed 
that for most of the individuals these papers are as if non existent, and just another 
promotional advertisement. Most are perhaps ignorant about the information that 
these papers may carry which even their physicians may not be knowing or they didn’t 
have time to tell their patients. The study was planned to look into the awareness in the 
common public besides medical fraternity about these small pieces of papers whose 
accuracy is a big liability for the pharmaceuticals. 

MA TERIA LSAND METHODS 

A set of questions was prepared for medical personnel (i.e. resident doctors 
and nurses of PGIMER, Chandigarh) and patients or their attendants. One hundred 
performs each were circulated among resident doctors, nurses and patients/attendants 
after explaining them the nature of study. Resident doctors attending the outpatient 
department of PGIMER, Chandigarh were given the proformas and requested to fill 
them up in their free time. They were then collected at a later date depending upon their ; 
availability. The proformas were circulated and filled by the nursing students and staff 
of National Institute of Nursing Education, PGIMER. Patients attending the outpatient : 
department of PGIMER were approached at random and were requested to fill up ; 
these. Those who were not able to fill up these proformas individually were helped by • 
their attendants for the same. The responses were marked as agree/dtsagree/no 
comments. Filled proformas were collected. Data was compiled and analysed. Results 
were expressed as percentage of total responses for that question. 

RESULTS 


Majority of the respondents knew the importance of package inserts. 
Majority agreed that the information given is relevant and not biased about the 
product, but the inserts did not mention all the negative points of the product. Opinion 
was divided equally about the use of language and terminology in the package inserts. 
Majority of the respondents believed that the references quoted were not dependable 
and the constant revision of the insets. Significant number of the respondents was not 
aware about the guidelines for regulating the contents of inserts. Finally smalt font size 
was a common problem for most of the subjects. 

Questionnaire: 

1. Do you know the relevance of paper/package insert? 

2. Is reading package inserts time consuming? 

3. Do the package inserts give relevant information?* 

4. Is the information based on priorities? 


1 ;_ 

Keywords: Package inserts, relevance 
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package inserts opinion poll 


s 

/ 



□ Senes3 
0Series2 
O Series! 


6 7 8 9 

Question number 

Series-l-i'Agree.Series.2:.Disagrec.Scrics.3:-No*comments- 
Graph showing percentage response to questions in 
iFlgM r ' patient/attendant arm 

Package Inserts opinion poll 


Do you think the reference sources are 


? 

& 


S 

it 



(in 





i 

i I 


□ Series 3 
0 SeriesZ 

□ Series t 


' i 


Figure 


Series 1 • 
2: Graph 


5 6 7 B 9 10 11 12 13 14 

Question number 

r 

Agree Scries 2: Disagree Series 3: No comments 
showing percentage response to questions in nurses arm 


Package Inserts opinion poll 


* 

■ 

C 

0 

a 

l 







p 


n 



□ Senes3 

□ Series 2 

□ Series 1 


1 2 3 4 5 e 7 e 9 10 11 12 13 14 

Question number 


Series I: Agree Series 2: Disagree Series 3; No comments 
Figure 3: Graph showing percentage responses to questions in resident 
: ■ doctor's arm . •' " 


the inserts? 

10 . 

dependable? 

! 1. Do you think package inserts are regularly updated 
with new information? 

12. Do you find inserts merely as an advertisement? 

13. Do you think guidelines for contents of package 
inserts are strict enough? 

14. Do you think that these inserts can cause confusion 
in the patients? 

DISCUSSION 

Package insert is a legally required document/ label within 
the package that is intended to inform the user of the 
approved and otT label use of the drug, its dose and any 
contraindications or side effects a drug may have'. 

There is a mismatch in the information that a package 
insert should provide and inlormation that a package insert 
actually provides. Whatsoever information is there, 
significant disagreement exists over that like bias 
favouring product, lack of evidence supporting data. Even 
use of medical terminology and small font size lead to non 
usage of package inserts. 

If we see the contents of package insert of developed 
countries, the quality control and product information 
provided in them, there is a gross difference. Approval by 
regulating agencies, regular upgrading by the 
pharmaceuticals and patient awareness to read and comply 
with the information provided tells the necessity to have a 
good package insert. 

Clear and comprehensible labeling of a drug product is 
essential lor establishing appropriate use among patients 
and thereby maintaining safety and optimizing efficacy 
and compliance. The labeling must be able to convey the 
intended use of the product, provide adequate directions 
for its use. warn against potential harmful effects and 
provide instructions for appropriate length of treatment 
and when to seek medical advice'. These labels should he 
prepared keeping in mind the general level of 
understanding and educational status of common man. 
Pharmacokinetic and pharmacodynamic data should be 
neatly and clearly mentioned along with indications for 
which they are used. Clear cut mention for evidence of off 
label uses of drugs should be cited. Signs and symptoms of 
drug overuse, their management and indication to visit the 
physician should be mentioned. In one of the studies of 
package insert of intrauterine contraceptive devices, the 
big booklet (about 12 pages) received strong affirmative 
response with respect to its importance as a source or as a 
sole source of information than shorter booklet'. 

A few countries have even introduced the 
concept of electronic package inserts. The pharmacy 
houses are electronically linked to Central Drug 
inlormation units which are regularly upgraded regarding 
drug information. The patient buying a drug is given 
recently upgraded package insert in print form. It should 
be clear that these package inserts should only serve as 
complementary to physicians and pharmacists and should 
not replace them"'. 


6 . Are all the negative points of the productil lustrated? 

7 . Is the font size or size of alphabets too smalt for 
comfortable reading? 

8 . Is there too much use of medical terminology in package 
inserts? 

9. Do you find some language barrier for comprehension of 


With OTC status of many drugs available in the market. 
It is all the more important to prepare good package inserts for the 
benefit of the society. Under Section 9 (b) of the Indian act. a drug 
is considered to be misbranded if it is not labeled in the prescribed 
manner and if the label or container or anything accompanying the 
drug bears any statement, which makes any claims for the drug, 
which is false or misleading. 
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j^Jidoction of Carbamazepine in Indian Paediatric Patients of 

gpilepsy 


parihar, Rashml Sharma, Kamlesh Samotra, S.K. Gupta, Bhuvneshwar Kapoor 


•tiono 


•pine (CBZ) is one of the most commonly prescribed drugs for epilepsy and the influence of genetic 

SSJ-nce. age, sex and race on the bl ? od levels of CBZ and its metabolites is well known. The present study was 
inducted to study the phenomenon of automduction by CBZ in Indian paediatric (< 18 years) patients of epilepsy. 

Sch patient was put on CBZ 15 mg/kg/day and plasma level of CBZ was estimated 4 hours after ingestion of the 
jr ea (o, 2, 3. 4, 6, and 8 weeks. The average plasma concentration of CBZ was 13.93, 12.14, 11.85 10 42 9 95 
and 9 93 mg/ml at 0, 2. 3, 4, 6 and 8 weeks respectively. Significant reduction in serum CBZ levels as compared to 
fhp baseline was observed at 2, 3,4, 6 and 8 weeks. Maximum autoinduction was seen at 6 weeks (with P < 0 05) 
and remained constant till 8 weeks. The results of our study clearly indicated that CBZ increases its metabolism 
hpfore 2 weeks of treatment and continues to do so till 6 weeks in Indian paediatric patients. Thus a single CBZ 
plasma concentration estimation in the start of the study does not serve a basis for predicting steady state 

concentration. 

JK-Practitioner 2006; 13(3 ):155-15& 

INTRODUCTION 

Carbamazepine (CBZ) is one of llie most commonly prescribed drugs for 
epilepsy and is also widely used in the treatment of trigeminal neuralgia and 
psychiatric disorders like mania (bipolar disorder) 1 . It is well absorbed orally with a 
narrow therapeutic range (4 to 12 mg/ml) 2 . Hence plasma CBZ concentration 
monitoring is becoming to be used in a more thoughtful critical manner. As CBZ is a 
drug which induces its own metabolism and can lead to pronounced alteration in its 
kinetics during chronic treatment . The influence of genetic difference, age, sex and 
race on the blood levels of CBZ and its metabolites is well known 4 . Although, a few 
studies .are available demonstrating the autoinduction with CBZ in western 
population 2 '.but there is a need to study this aspect of its pharmacokinetics in Indian 
patients ofdiflerent age groups with different genetic composition. Hence, the present 
study was conducted to study the phenomenon of autoinduction by CBZ in Indian 
paediatric (< 18 years) patients of epilepsy. 

MA TER!A L & ME THODS 

1 his prospective pharmacokinetic study was conducted in the Postgraduate 
.-fminttnn-- Department ol Pharmacology and Therapeutics, Government Medical College, 

Aufhors cmiiccmon - -. i ammu Thirteen newly diagnosed paediatric cases of epilepsy attending Neurology 

Archana Parihar, Rosnmi warmer, Outpatient Department (OPD) of Medicine. Government Medical College. Jammu 

Kamlesh Samotra,Pror. were included in the study after taking well informed consent from the parents of the 

Bhuvneshwar Kapoor patients. During preinclusion visit all patients had to undergo complete physical and 

Depart™ 6 ^ of Pharmacology & systemic examination, haematological investigations (Hb, TLC. DLC. ESR), 

Therapeutics, GMC, Jammu biochemical investigations (RTT, LFf), ECG and X-ray chest. Patients with any 

5 K. Gupta hepatic or renal disease, cardiovascular disease, bone marrow depression, intermittent 

Deptf Of Medicine, GMC, Jammu porphyria, haematological disorders or on any other concomitant therapy, alcoholics 

and smokers were excluded from the study. Each patient was followed for 8 weeks. 
Accepted for Publication After clinical examination and their basic investigations each patient was put on CBZ 

H 15 mg/kg/day. 2 ml of blood samples of each patient was taken at 0 , 2 , 3 , 4 . 6 and 8 

. weeks. Each sample was collected 4 hours after ingestion of the drug to estimate the 

Co/responaence. peak tev cls of CBZ, as peak plasma concentration ofCBZ can be reached at about 4-8 

Dr. Archana Parihar hours after oral ingestion 1 . 

28 B/C, Gandhi NagOf- Jammu CBZ levcl estimation was done by using CEDI A Carbamazepine II Assay 

email:orchanapanhar@hotmail.conn vvjth , he he , p o{ - scm j automat j c a nalyzer(ERBACHEM PRO)'. 

The assay is based on the bacterial enzyme galactosidase. which has been 
genetically engineered into two inactive fragments. T hese fragments spontaneously 
reassociate to form fully active enzyme that, in the assay format, cleaves a substrate, 
generating a colour change that can be measured spectrophotometrically 1 
STATISTICAL ANALYSIS 

Plasma levels ofCBZ were expressed in mean ± S.D. Levels of the serum 
CBZ were compared at 0,2,3,4 ,6 and 8 weeks using paired T test. P value < 0.05 was 
considered statistically significant. Analysis of Variance (ANOVA) were used to 
compare plasma levels of CBZ at different weeks. 

RESULTS 

The average plasma concentration of CBZ was 13.93, 12.14.11.85,10.42. 


Keywords: Carbamazepine, Autoinduction. Plasma concentration 
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TABLE 1: PATIENTS CHAR A CTERISTICS 


Parameters _ , 

Number ol patients(;t) 

Age(yrs)Mcan ± SD _ 

Weigh! (kg) Mean ± SD _ 

Male: Female _ ; 

SD = Standard Deviation _ 

9-95 anti 9.93 J4g/ml at (), 2, 3, 4, 6 and 8 weeks respectively. 
Significant reduction in scrum CBZ levels as compared to the 
baseline was observed at 2, 3. 4, 6 and 8 weeks. Maximum 
autoinduction was seen at 6 weeks (w ith P < 0.05) and remained 
constant till 8 weeks. 

DISCUSSION 

In our study auto induct ion of CBZ started at 2 weeks 
and w as maximum at 6 weeks and remained stable till 8 weeks. A 
significant difference was reported m the plasma levels between 
2 and 6 or 8 weeks (P = 0.0002). 

An earlier study conducted b\ Bertilsson L et al 
(1980). in 3 children in Sweden demonstrated maximum 
autoinduction bv 32 davs. 

Eichelbaum M ct al. (1985) demonstrated decreased 
t 1 ^ and increased total plasma clearance after 6 months of CBZ 
therapy as compared to single dose studies: further indicating 
autoinduction w ith CBZ\ 

In contrast to our study Mikati MA et al. (1989). 
determined CBZ clearance values in 17 patients at the end of 
weeks I. 2. 4. 8 and 12 of monotherapy and found that CBZ 
autoinduction was completed within the first 1 or 2 weeks of 
monotherapy*. 

However, in agreement with our study Bernus l ct al. 
(1994) studied pharmacokinetics of CBZ in 6 healthy young 
adult male volunteers who were given two 600 mg oral doses of 
CBZ 5 days apart. The pharmacokinetic analysis showed that 
autoinduction ol CBZ metabolism w as present u ithin 6-10 days 
of the initial drug dose 1 ". 

The results of our study clearly indicated that CBZ 
increases its metabolism before 2 weeks of treatment and 


! continues to do so till 6 weeks in Indian nacd 

Obser v ations] i >'.«»» concern, ^ 

--j estimation in the start of the study docs not serve a W; 

T» . , , -[ ,or Predicting steady state concentration. Moreover 

llZjt i j!’““ ld . bc a ' v ” c ° r ,hc possibility of auloindueiionCE 

■ o s ~ - 1 ! C ° Z "“"W hc, ' lrc increasing ii s dose or adding ,„ h ' r 

9 5 __ antiepileptic drugs. Increase in CBZ s' ° 

-! concentration above maximum Ihcrao/I™ 

concentration can lead to adverse side effects like at C 
diplopia, vertigo, aplastic anaemia. hepatotoxS* 
hyoponatrcmia. leukopenia. GIT irritation and CBZ ind . 
exfoliative dermatitis 1 " 1 . Genetic and ethnic variation/'* 
pharmacokinetics of CBZ should also be kept in mind and e/H 
patient should be monitored individually. Moreover, one sho 11 
aiw ays keep patient on single drug than multiple drugs to avoid dr ! 

Table 2 : Plasma levels of CBZ in Indian Paediatric Patients 
of Epilepsy after 4 hours of drug dose 

Weeks Plasma Levels P Value 

(Mcan±SD) in ja/ml) 

0 13.93±5.49 

2 12.14 ±3.34 0.009* ! 

3 11.85 ± 6.89 0.044* 

4 10.42 ±5.17 o!o08* ! 

6 9.95 ± 2.53 0.0005* I 

8 9.93 ± 2.23 0.0005* j 

* In comparison to values at) weeks 

After application of ANOVA P Value < 0,0001 F ratio 9 829 ! 

df=5.78. 

Intergroup comparison between 2 and 3 weeks P= 0.778 | 
between 3 and 4 weeks P = 0.201, between 4 and 6 weeks P = 
0,230. between 6 and 8 weeks P >0.05, between 2 and 4 weeks ■ 
P = 0.32, between 2 and 6 weeks P = 0.0002, between 2 and 8 I 
weeks P= 0.0002, between 3 and 6 weeks P = 0.047, between 3 ■ 
and 8 weeks P = 0.0 U, between 4 and 8 weeks P=0.0004. 


P Value 


0.009* 

0.044* 

0.008* 

0.0005* 

0.0005* 


interactions and associated adv erse drug interactions. 



JK- Practitioner Vol.13. No. 3, July* September 2006 


References : 

!. Porter RJ. Meldrum BS. Antiseizure 
drugs. In: Kalzung BG (ed). Basic and 
Clinical Pharmacology. 
McGraw-Hill Companies. Inc. 2004: 
9-ed: 379-400. 

Yacobi A, Zlotnick S. Colaizzi JL. et 
al. A multiple dose safety and 
biocquivalence study of a narrow 
therapeutic index drug: A case for 
carbamazcpine. Clin Pharmacol Thcr 
1999:65(4): 389-394. 

Eichelbaum M. Kothe KW. 
Hoffmann F. et al. Use of stable 
labelled carbamazcpine to study its 
kinetics during chronic 
carbamazcpine treatment. Fair J Clin 
. Pharmacol 1982:23:241- 244. 

Chan I:. Lee IIS. Hue SS. Population 
pharmacokinetics of carbamazcpine 
in Singapore epileptic patients. Br J 
Clin Pharmacol 2001 ; 51: 567 - 576. 


McNamara JO. Pharmacotherapy of 
epilepsy. In : Brunton LL et al (eds), 
Goodman and Gilman's The 
Pharmacological Basis of 
Therapeutics, McGraw-Hill 
Companies. Inc. 2006: II* ed: 501 — 
525. 

CEDI A Carbamazcpine II Assay. 
Manufacturer: Microgen ics 
Corporation 46360 Fremont Blvd. 
Fremont. CA 94538 USA. 

Bertilsson L,. Hojer B, Tybring G. et 
al. Autoinduction of carbarnazepinc 
metabolism in children examined by a 
stable isotope technique. Clin 
Pharmacol Ther 1980:27 (l): 83 - 88. 
Eichelbaum M, Tomson T. Ty bring G. 
ct al. Carbamazcpine metabolism in 
man. induction and pharmacogentic 
aspects. Clin Pharmacokinetics 1985; 
10:80-90. 


Mikati MA. Browne TR, Collins JF. 
Time course of carbamazcpine 
autoinduction. The VA Cooperative 
Study No. 118 group. Neurology 
1989:39 (4): 592 -594. 

Bernus 1. Dickinson RG Hooper WD. 
et al. Early stage autoinduction of 
carbamazepine metabolism in 
humans. Eur J Clin Pharmacol 1994 
47(4): 355-360. 

Lowcnstein DH. Epilepsy. In: Kasper 
ct al (cds), Harrison's Principles of 
Interna! Medicine. McGraw-Hill 
Companies. Inc. 2004: 16r ed: Vol 2 
2357-2372. 

Shah SV, Dava JN and Aggarwtil V, 
Letter to editor: Carbamazepine 
induced exfoliative dermatitis, tftjtian 
J Dermatol Venereal Leprol 2002; 68 
(4): 246. 










ffe= 

-=r — - ;a--aEt 0 :EP =~*^z '-= % — - 


Cz ffff?tlg^3&Jgt^||fmfilflm^h^^ hif frjVft 

"lags. ®SJ;OMMgP|kf||^i§M iSJPftf £_>\ 4iV^?f^^S®s^Epgggg|giH &t= -ifr^ti^f?^ 




= - E = i- 

ya yjg.i ~ 

rSE^R? 1 "- If. jpy ■ 

r«S V^ 'v L: 






flffr : fp§p|c|iiggj@g| : St HHif Sr? fSl-PiP^ s 










:-> - — =: EF=5-.= -r- :^ ^^-; 


3t;i .— --iij ; ^-' 

l§™ 

SyU^HI I Hp 

j 1 - 1 p 

iifVff |=5HJ?g pf |--f 1 


si f|fi§5 r5: =C ? P^t|MSJ^|P}^C&^ifegyftplllI :T: IT SMElUfif#W#0%lO =MPvt 


£S£S-£3S« ?“" 2 J:' SKtj fj » !; : =f *£ ,?S 


--^.s.-'! =j==^% £;? ;a^Sx? r j^ g -~= 


IMfeilf J j|pe_ 0 ; -i; g 




- *?-••-• 


? ~-v ?r ai jr®si i'^ 00 -?;-^'Frr:rft : 

Mi jtH lt Iji? ’- ; p| : 





0^- -■ r0i%0rmi 



^^5fl3l3asS^3^^gQyf^00?0f?l| aMiffl 



0 ~ °: rg =j jgg^g: :: = 3 30|:0-^L0r: — p 


= 0 



f Wrf 1 -^0 0?^ 


= S: 


nft:tAitrT = P 




- .-~ 


=-= &=a 










1 ria-" -tTpTtPPaPPtappppppppfarppPP § HP 

JgpgB^pflfiSffe T7t:\-Z 

iiHH IN :§ WWPIW ™ 




^ri 2 .¥?f^H^W:=r - - 


; :-;r •«,. 


'givss =- E : 




f fWWMtr 

’- "uz “ “ t; “ ; 0 \v: ’/:; v=EY 
^aaaaa:: pi€K 


=NPff ffM 


Ht^#g|eg§E3^ 

Sfa Jiassiso«p| OS? t fP if trcP: 

I f ffpvtpi py E W : ^i -- P 

Jf 7 W: H ~" Nd S f frf Id Y 


■p- 

--! IS 




- _ 

- :: - : 

f E E 


E fi E 


? Vi 






s;04g!0tP a m r- #!IM iff I iiftf: pf 

tfaaHaa _ l= 1 -— • 


i I w 


IP aa^pc^, f=i;Ui aaPaap = - a 


^_- ±v=ua p:- 


.: ■■_ g- ~-_: .r 


■■ ~Z- =- = - f:: L :E"—• E: Eppirp PY-::: 


Rf-Yp 




1 e f b!> Mib 


r=T =:--_ ]••-•- i; E 


!S -|:^£>1 fill I £ 


-- : - ppj 1 :p~:: :_:z_" =_-=_-= ^-= =---- — - -- “ " £_ - - - - 


pIppV 


: .. __ .. f - 
%£.E£3= :=-:ri 


^11 Si itemis M^fiS rp = 


-iis^ SLS:: 


» _ -£ 1 . _ ' 


je^SSfe? - 552 agyr-kat ir s j i 1 e- -§ 

mumM^mkmagmMbni at 


- = - = = -!“ “■•- " ”■: V - ■■■- 

— - ; - - “— - --_ L:= - =e : e 


-PIPtaaaaiHt 


t-PPpa^pPP 

iemtisgs^sPir 


a y-,e~ II i; tp aPYa : a 








-e;--- IfS P|tYp=apPPr 


iadaYE^yE^Wi 


^derfe : hW?a^^a^siSMei^5ssfcd adeiW-§ 












































































































































































































































































































































































































































II z^z" - =r 


= : fr: r ^ 


PeezeP^: eeze= 




:?^=== 


«!W r-jf = vr=^r ; 

-^r L ^ : il = ^ 




='-: 'w^-i -7^-- "pp PzP ==• PPP 

^ j il^g ^ l^ ; - -.- - — ::;r:' ~ ^ -Tsr^^i i^Bt Ft ^i = = - ir : =-_- zze—IHe-p 


jnsurtlot^r Vi " - 




- -1. _ ,1 - -_ZEZZZZ__ZZ Z’- : - - --: :: .-! — — :: ■ „ _ - 


Bf=l a :::_ 


? .5 r ; ?=- 



::7_e__; 



-_ — z>~. z- r - j^s'^ a^^ =i ^o^r£^ agisaa SM S ijJlLpQji|pSpiMii| i = z-_ e -_ -^-_ j=^;s£ktj-= EHIS Jlas gMsgUP |§z 



Se IffJ 1™!™*^^ 




E :-r ::~: %= PP - — 


!!-. - - 


z“z ^i! i § zzz zz 5=%^V=™s;' :.: z : 


A£=^ftSfe55y 



zz^z i^z z „z zzz z zzz 


”mlHZ-EE EZE :Z Z E^ j S S - a ^Et: 


=Y »a-ifa5^ikl 


= z z- = ZE„:e isisM^gS^zEf - 





E jS ^EsagBft i 5^?? ^^ ^ g ag |lfe t# : -~ E::: ^jggciEUBttSaM* 

ZEE Ef» v S ezSHz -. z zjzz zzJ e%S eHJeeze^PP ? fefez^grP 

_■ E -EE Ee ^e ^'E-'E'ETE v EZZZ : EE: "Z 


sgk^ lfe ~ e^zz:--ze^;e 


ZZl-I 


^Iki^ 


Vyzi ^ HSSJV 


























































































































































































































































































































^■-=Ts J^-z^l^^r" = '-^i e i i;^--- EJ^ ^ IJ^LrEl ^ 

CSSi*3^ fiJ5^ I; 

^KIV 

J^IIW^- : W|;SlSS;^shilfegiS:iL ixmgz m~$&mmgk ^far^ifji^llgfMffii h p ffeMggl mSm simlk xteifS 



' “" : = - —rEr rEL’ -E=“i=EF^? r -=---= - 

; TH%^1 safCspic 

IU??hW^j#Si i^^ tej|sg^fej-II l\JfR:=vVEjgiPM ^^ ^yBfi^^assi sn 
^fe?%!yiMnfSilfflMi^fejMH;g6i:®ii^tt:7%i 777 77:7m77s^ny 


■=_-= -:e :~i "--: ^-r -:-^ "■ 


■£Mm 






L =« -iz \?Js iH 


: :=;~: 


\%=± i^t- ^-- - —- - - 
ijSSiiiiKiKiS 


i-~mJmA&s 


^ srtjjy S^M^i^SOSB^^&Slsei teggy 



CTO ;.i|g*py ip iu|?f" 


: iJiaH 

EJ4sn7MlSOT5fo?l?W®g-ll?S71 ^KTOKS?ftHlilfi5iS 





ffitsi rrs-iMe t*u zirc -gE^t :mmsm 




msmw^, 

53E felifc Misf l^liiliiiSTl 



:=" - - - . 

iift^paggn sip 


















































































































































commentary 


160 


JK- Practitioner Vol. 13, No. 3, July- September 2006 


References : 

' T ■ ' r 

A Robbins, 5tbe edition, page 799,1994. 

2. Cotran, Kumar and Robbins. 5 th 
edition, 1994. 

3. Boring, CX, et al: Cancer statistics, 
1993. CA cancer, J. Clin, 43:7; 1993. 

4. Cotran, Kumar and Robbins. 5 th 
edition, Page779-790,1994. 

5. Will, MJ. et ah bacteria, nitrosamines 
and cancer of (he stomach, Br. J Cancer 
98; 562,1973. 

6. Correap, et al. Diet and gastric cancer: 
X Nan. Cancer Inst.70:673,1983. 

7. Joossens, J.V., Gcboers, 1; 
Epidemiology of gastric cancer, 1993, 
Page 97. 

8. Robbins, 5th edition. Page 855,1994. 

9. Brum back RA, et al; Cancer, 1984, 
54.-994-998 

10. P. Spipponen, M. Kekki : Atrophic 
gastritis as a prein altgnanl condition, 
Am-Med,21:287,1989. 

11. B. C. Moison, Intestinal Metaplasia of 
the gastric mucosa, Br. Journal of 
Cancer Vol, 9; 365-377,1955. 

12. Personettct al, 1991 and Nomura et ai, 
1991. 

13. Personetl, J et al; H. Pylori infection 
and the rule of gastric carcinoma. N. 
EngJLJ.Med, 325:1127.1991. 

14. Lewin KJ, appelman WD, tumors of 
oesophagus and stomach. Atlas of 
tumor pathology (3rd series. Fascicle 
18) Armed forces instL of Pathology, 
Washington DC, 1996. 

15. Kato Y, Yanagisawa A, Sugano W et al. 
Gastric cancer; Tokyo : Springer 
Verlag, 1993; 133-50. 

16. Muryama M, Imai T, K. L. Kutchi J 
Solid carcinomas of the stomach. 
Cancer: 1983,51:1673-1681. 

17. Mori M. 1 Washita. Enjoji M. 
Adenosquamous carcinoma of 
stomach. A Ctinicopath. analysis of 28 
cases. Cancer 1996:339-9 

18. Lymphoepithelioma like carcinoma of 
the stomach; a subset of gastric ca. with 


distinct clinicopath. Features and high 
prevelancc of tV infection, 
Wepatosplcnomcgaly, 1999; 46; 1214- 

19. 

19. Ishikuni H, Kirimoto K, Shamoto M, 
Miyamoto Y, Yamagiwa M. Itoh T. 28. 
Aizwa M. Hepaioid adenocarcinoma of 
(hestomach An analysis of seven cases. 

Cancer 1986,58:119-126. 

20. IrnaiY, KuwabeT, Takahaahi M, et al. A 
case of primary gastric 
choriocarcinoma and a review of (he 29, 
Japanese literature J. Gastroenterol 
1994*29 642-6 

21. Robey- Caflerty SS, RO JY, McKee 
EQ Gastric parietal cell carcinoma 

with an unusual, lymphoma-like 30. 
histologic appearance report of a case. 

Mod Pathol 1989,2:536-540. 

22. Takaku M, Oka K,NaoiYetal. Primary 

advanced gastric small celt carcinoma: 
a case report and review of the 
literature. Am J. Gastroenterol 1999;94 31. 

: 402-4. 

23. Mussein AM, Otrakji CL. Mussein BT. 

Small cell carcinoma of the stomach. 

Case report and review of literature 
DIGDISSci 1990;35:513-18. 

24. Mori M, Iwashita A, Enjoji M 
Adenosquamous carcinoma of the 32. 
stomach. A clinicopathotogic analysis 

of28 cases. Cancer 1986,57:333-339. 

25. Saez C, Japon MA, PrQveda MA, 

Segura DI. Mucinous (Colloid) 33. 

adenocarcinomas secrete distinct O- 
acylated forms of sialomucins: a 
histochemical study of gastric, 
colorectal and breast adenocarcinomas. 

N i s topath ology 2001,39:554-560. 34. 

26. Aiba M. Mirayama A, Suzuki T, 
Namano K. Nomura K. Carbinoarcoma 
of the stomach. Report of a case with 
review of the literature of 
gastrectomized patients. Surg Pathol 
1991,4:75-83. 

27. Veyama T, Nagai E, Yao T, Tsuneyoshi 


M. Vimenlin positive gastric 
carcinomas with rhabdoid fealurcs A 
c 1 inicopitho1ogic a«d 

immunohistochemical studv rJ 0 , 
Su^Paihol 1993,17:813-819 ‘ 

Stracca-Pansa V, Menegaon A rw.* 

Nappi O, Pettinato a Gasiri* 
carcinoma with Osteoclast- like ei».> 
cells. Rcprt of four cases. Am/2 1 

Palho. 1995,103:453-459. %- 

Cook HC Neutral Mucin content of 
gastnc carcinomas as a diagnostic * * 
in the identification of 


deposits, Misto path ology 1952 

Utsunomiya T, Yao T, Masuda K 
Tsuneyoshi M. VimenUn-positivI 
adenocarcinomas of the stomach - Civ 


expression of vimentin and 
cytokeratin. Mistopat ology 1996 29* 
507-516. 

Krajwska M, Fcnoglio -Preiser CM 
Krwajewski S, Song K, Macdonald JS 
Slemmerman G, Reed jq’ 
Immunohistochemical analysis of Bet- 
2 family proteins in adenocarcinoma of 
the stomach. Am. J. Pathol. 1996 idQ- 
1449-1457. * v * 

Gastric cancer, Publisher : Springer - 
Verlog Tokoy Inc. I SSN; 1436*3291 
(Paper); Issue: Vol 1 {No. 1 Jan 1998 
Page 31-50. 

Natural history of early gastric 
carcinoma : a non-concurrent long 
term, follow up study; N tsukuma, A 
Oshima, H. Narahar, T Morii* GUT 
2000;47:618-621 

Ishikura N, Kishimoto T, Andachi N, 
Kakuta Y, Yoshiki T. Gastrointestinal 
hepatoid adenocarcinoma: venous 
permeation and mimicry of 
hepatocellular carcinoma, a report of 
four cases. Mistopathology 1997, 3 j ; 
47-54. 




clinical review 


iagnosis of 


, . s of convulsive Disorders:- 

h Hr ile S©i^ur0S 

fe™ J mD Mushtaq A Bhat MD, Parvez Ahmad 

J?Jove edl ‘ ,balWBBS _ 


_ I T^jzurc is the most common disorder faced in 

^ r, | C -pwo third of children with histor>' of seizure 
^jjatri c nCUI ^. ” re ' Lenox in 1949 wrote that febrile seizures may 
febrile ' w j t h transient or permanent neurological 

^btain P 3 ^ binsotl in 199 ] rc f crT ed febrile seizures as 

*1 c ^!! era iiy excellent prognosis” 3 . To make the diagnosi 
yving 3 . tb ' erc mU st be documented fever and a clear cut 
feW^ ^j^vutsions. It is important to note that syncope in small 
j^oO' -?j n ma y be precipitated by fever'. Therefore one must 
^ 5111111 dirivestigatc a child with fever carefully especially if it is 
fit* 01 ^fiArile seizure. 

I*® 1 * 1 history of febrile seizures in siblings and parents suggest 
I s !!?.? » Genetic predisposition. During past two decades the 
^it has a 6 urcs has s hift ec j f ro m their natural history- to 

o* 1 * CDr,i 

^^^p PtNITlON 

f^l^tional Institute of Health (NIH) consensus 

has defined febrile convulsion as " an event that occurs 

***** age 0 f 3 months to 3 years and that is associated with 
j^veen tj 1 ^ 

evidence of intracranial infection or other defined 
‘cal cause and without a history of previous febrile 
neur ° ’’ NIH has not given the precise temperature at which a 

cons jdered febrile cohort studies have shown that febrile 
sc f ZU !L I ] s usually associated with a core temperature that rapidly 
seizures -j 9 oC 0 r greater 1 . The commission on Epidemiology 
incrca ^ S n0S i s of the International League Against Epilepsy has 
r «la febrile convulsion as “an epileptic seizure occurring in 
■ Ih od after age one month, associated with a febrile illness, not 
^ dby an infection of the CNS, without previous neonatal 
ca . ose o r previous unprovoked seizure and not meeting the criteria 

r!r another acute symptomatic seizures 

National collaborative perinatal project (NCCP) has sub- 
•fied febrile seizures into Simple febrile seizures and Complex 
febrile seizures. Complex febrile seizure is one:- 

a) which lasts for more than 15 minutes. 

Which recurres within 24 hours. 

Which has focal features. 

Which has abnormal neurological satus. 

With history' of febrile seizures in parents or sibling. 


b) 

c) 

d) 

e) 


Qimnle febrile seizure is one which does not have complex features . 

W P - —-PREVALENCE 



Between 2 and 4% of all children have one or more 
febrile seizures by the age of 5 years. In America Nelson and 
Ellenberg reported an incidence of 3.5% in white and 4.2% in black 
children. In Japan the rate is reported to be 9-10%. This may be due 
to genetic susceptibility. Seizure is usually associated with a core 
temperature that rapidly increases to 39oC or greater 1 . 

National collaborative perinatal project (NCCP) has sub- 


elassified febrile seizures into simple febrile seizures and complex 
febrile seizures. Overall prevalence is about 4-5% . A higher 
incidence is noted in boys as compared to girls in the ratio ranging 
from 1.1:1 to4:1. 80% seizures are generalized and simple. A 
febrile seizure can be partial or generalized type. 4% of children 
have focal onset and 0.5% have focal deficit (Todds' plasy). Tonic, 
clonic even atonic episodes may characterize febrile seizures 1 . 18% 
children have complex seizures in America, 22% in Britain and 
8 . 6 % in Scandinavia*. In an effort to predict which child is at a risk 
of febrile seizures, four risk factors have been identified:- 

1) Febrile seizures in first or second degree relative. 

2 ) Neonatal discharge at 28 days or later. 

3) Parental report of developmental delay. 


4) Day care attendance. 

With two of these risk factors, the probability of a child 
developing febrile seizures is approximately 30% 1 . 

AETIOLOGY 

A strong family history in parents or siblings 
suggests a genetic background. Family studies have shown 
that simple febrile seizures may be inherited as an antosoma! 
dominant trait with high penetrance*. Gene of febrile seizures 
has been mapped to chromosome 19 P and 18 0 13-21. Other 
studies have shown that epilepsy with febrile seizures is an 
important childhood genetic epilepsy syndrome with 
heterogenous phenotypes 1 ”. 

PRECIPITATING FACTORS 

I he height and duration of lever is important in 
evaluating febrile seizures but recording the temperature is not 
usually possible because these seizures usually occur 
randomly at home. 

Viral infections commonly cause the fever leading 
to febrile seizures. Synthesis of immunoglobulin in CSF of 
children with febrile seizures has been demonstrated, 
suggesting that encephalitis may sometimes occur and not 
recognized There is an evidence that exenthem subtium is 
frequently accompanied with febrile seizures. Acute HIV -6 
inlection is a cause of febrile seizures 1 '. Bacterial infections 
like urinary tract infections, shigella, otitis media and 
pneumocococal infections are associated with febrile 
seizures. Recent study has shown increased risk of febrile 
seizures on the day of receipt of DPT vaccine and 8-14 days 
after MMR vaccine, apparently not associated with long term 
adverse consequences 1 '. 

OUTCOME 

Approximately 30-50% of children have recurrent 
seizures of these half will have three and 9% will have more 
than three. Most important risk factor for recurrence is the age 
of onset. 50% of children younger than 1 year experience 
recurrence as compared to 28% of children who develop first 
tebrile seizure after I year of age 1 . Focal, prolonged or 
complex events increase risk so far as recurrence is concerned. 
Risk factors which predict recurrence includc;- 

a) a history- of febrile seizures in first degree relative. 

b) A seizure induced by low grade fever. 

c) A brief duration betw een the onset of fever and the 

convulsion. 

Although the children with simple febrile seizures 
are at no greater risk of later epilepsy than the general 
population, some factors are associated w ith increased risk. 
These include: 

a) Presence of atypical features. 

b) Abnormal post ictal period. 

c) Positive family history- of epilepsy 

d) Febrile seizures before 9 months of age. 

e) Delayed developmental mile stones. 

f) Pre-existing neurological disorder'. 

The chances of developing epilepsy is 90% when 
several risk factors are present as compared to incidence of 
1 % in children who have febrile seizures and no risk factors. 

The consequences of febrile seizures on 
developmental milestones and behavior appear to be limited. 
No residual neurodeficit occurs even in children who had 
convulsions lasting over 30 minutes. Studies have shown no 
difference between controls and children with febrile seizures 
in IQ testing and academic performance. Immediate short term 
change in behavior has been reported in upto 35% children 
after febrile convulsions but long term follow up shows no 
difference in behavior in these two groups. The relation ship 
between febrile seizures and temporal lobe epil epsy (TLE) is 
recognized. Controversy exists as to whether hippocampal 
sclerosis of TLC is a pre existing cause or a consequence of 
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febrile seizure. Better ncuro imaging techniques have shown 
that mesial temporal lesion of TLE existed before the onset of 
febrile seizures, so the role of febrile seizures as a cause of TLE 
remains controversial'. Two synoumes have been recognized to 
be associated with recurrent febrile convulsions. 

a) Hemiconvulsion, hemiplegia, epilepsy (HHE) 

b) Progressive myoclonic epilepsy (PME) of childhood. 

In HHE a normally developing child develops febrile 

status epilcpticus characterized by hemiconvulsion and a 
persistant post ictal deficit. HHE begins abruptly and triggering 
cause is not known. In some patients coagulation defects with 
infection is believed to be the cause. In progressive myoclonic 
epilepsy of childhood, the child presents with recurrent febrile 
seizures in first year of life. These seizures are often lateralized. 
During ensuring months progressive decline in congnitivc skills 
occur. 

There is no evidence that febrile seizures are 
associated with increased mortality' 4 .* 

MANAGEMENT 

First objective is to control the convulsions, then the 
temperature should be measured to confirm that the child is 
febrile. It is important to determine whether or not the fever 
preceded the convulsion. The history and the examination will 
provide the clue about the cause of fever. 

ADMISSION TO HOSPITAL: 

Febrile convulsion usually stops with immediate 
interv ention. If it does not the childe should be admitted to 
hospital following factors favour admission after first 
convulsion. 

a) Complex convulsion 

b) Child aged less than 18 months 

c) Review by doctor at home not possible. 

d) Unusual parental anxiety. 

INVESTIGATIONS: 

Investigations usually are not needed in febrile 
seizures:- Investigations are needed to find out cause of fever. 

LUMBAR PUNCTURE: 

The most important aspect of diagnosis is to rule out 
an underlying infection of the central nervous system. Clinical 
signs will clear the diagnosis of meningitis and encephalitis in 
most of the cases. However in children less than 18 months of 
age. these signs can be subtle or absent. The decision to perform 
lumbar puncture in such cases is critical one. Recommendations 
to do lumber puncture in first febrile convulsions are: 

-If there are signs of meningismus 
-If the convulsions are complex. 

-If child is unduly drowsy, irritable or systemically ill. 

-If (he child is less than 18 months old (Probably) and almost 
certainly if the child is aged less than 12 months. 

Doctor should reassess the child again after few hours to assess 
the decision of not performing lumbar puncture is correct. One 
should never assume that a child with previous febrile seizure 
will not develop meningitis and one should always observe 
children with persistent fever even if the initial lumbar puncture 
is negative. Children with initial normal Lumbar puncture may 
later develop bacterial meningitis 1 *. 
ELECTROENCEPHALOGRAM(EEG) : 

The value of the EEG in evaluation of febrile seizures 
has been disappointing. It is abnormal early on in 2/3' J of 
affected children. Both focal and generalized abnormalities have 
been described in immediate port ictal period but these 
abnormalities are not predictive of either the risk of a recurrence 
or the risk of long term epilepsy 1 . 

Reported abnormalities of EEG include: 

1 ) Focal slowing mainly over occipital regions 
(5%). 

2) Focal sharp waves, mainly temporo occipital 
region (3%). 

3) focal or multifocal spikes (1.6%). 


4) Hypnologic bursts. “ —— 

5) Generalized spike discharge. 

EEG is recommended only to rule out encephalitic 
process in a child with complex febrile seizures or abnormal post 
ictal course. No routine EEG is recommended for simple febril 
seizures'. 

TREATMENT OF THE ACUTE ATTACK : 

Most of the febrile seizures stop till the patient is 
brought to hospital. In rare instances the child continues to have 
a seizure upon arrival at the hospital or has a prolonged 
recurrence in hospital. In such cases actual treatment may be 
initiated. Diazepam 0.5 mg to 1 mg per kg is given parent rally 
Rectal diazepam .5 mg/kg and rectal Lorazepam 0.1 mg/kg also 
stops an attack. Fever should be controlled by acetaminophen 
1.5 mg/kg/dose to be given every 4-6 hours when rectal 
temperature exceeds 37.9oC. If the child is vomiting 
acetaminophen can be given rectally. If fever docs not come 
down ibuprofen 5 mg/kg/dosc with acetamophen 10 mg/kg/d 0se 
can be given. This combination reduces fever there is significant 
seizure reduction. Studies have shown that acetaminophen is 
more effective in controlling fever than the physical methods 
such as fanning, cold bathing and tepid sponging 11 . 
PROPHYLACTIC TREATMENT : 

a) Intermittent prophylaxis 

b) Continuous prophylaxis 
INTERMITTENT PROPHYLAXIS : 

Intermittent prophylactic oral or rectal diazepam 
reduces the number of recurrences in febrile seizures. Diazepam 
prevents seizures when given at the onset of fever. 
Phenobarbitone is needed in large dose and Its effective blood 
concentration reaches in 90 minutes so it is not recommended. 
Oral diazepam of 1 mg/Kg/day or 0.3 mg/kg/dose q 8 hourly is 
very' effective in reducing the recurrence. It can be continued for 
2-3 days. Side effects of diazepam include ataxia (30.0%) 
lethargy 28.8% and irritability 24.2%15. 

c) CONTINUOUS PROPHYLAXIS : 

Phenobarbitone at a dose of 4-5 mg/kg/day reduces the 

number of recurrences in febrile convulsions and causes: 
behavioral side effect and cognitive dysfunction and is not 
recommended. Sodium valproate has also shown to reduce the 
recurrence rate but the potential risks of drug do not justify its 
use in a disorder with an excellent prognosis. Despite evidence 
that the drugs can reduce the recurrence, there are good 
arguments that prophylactic medication is rarely indicated. 
Recent study has shown that overall continuous prophylaxis with 
Phenobarbitone or valproate did not lessen the risk of recurrence 
in febrile convulsions so these drugs are not recommended’. 
CONCLUSION: 

Febrile seizures arc common and benign disorder. 
Majority of the children have one attack in lifetime and 
subsequently have normal intellectual behavior and neurological 
function. In more than 80% of children febrile seizures present 
the expression of a genetically inherited response to fever. For 
these children no treatment is required and parents should be 
reassured. Rarely febrile seizures represent little evidence for 
later epilepsy. Lumbar puncture is not routinely recommended 
except to rule out CNS infection and in children younger than 18 
months. EEG is not predictive of later epilepsy in children with 
febrile seizures. Diazepam given intermittently in patients of 
febrile seizures reduces the chances of recurrence. Rarely should 
daily prophylactic anti convulsanl therapy be considered for use 
in children w'ith febrile convulsions. 
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Prevalence of Goitre in school children aged 6-12 years in district 
Budgam (Kashmir division) 

M. Rafi q^Shahnaz, Muneer A Masoodi, Sufoora Bilquees, Khursheed A Quresht, Rifat Jan 
ABSTRACT 

The study was done in Budgam district, wherein 3200 children were surveyed using 30 cluster sampiinq techniaup 
Qvera» prevalence of grade 1st goitre was found in 5.40% (5.85% in girls and 5.03% in boys). Grade 2nd goitre wa* 
noticed in 0,17 4 of surveyed children (0.96% in Girls & 0.48% in Boys). Total goitre rate (TGR) which is the sum of 
grade 1 st & Grade 2nd was found tn 5.57% of children. In Girls the rate was higher to an extent of 6.8% as compared 
to Boys were it was 5.51%. We found that grade 1st goitre was more common in the age group of 12 years were it 
was to the extent of 9,75% followed by age group of 11 years were it was 7.57%. Maximum TGR (total goitre ratel 

«£ ul ?.. ,n *^ e a ^ e group of 12 years. In boys the maximum involvement was seen in age group of 12 year*; 
(9.82/o) followed by that of 7 years (7,27%). In girls maximum involvement was found in age group of 12 vear'* 

(10.57%) followed by that of 11 years (6.69%). y M years 
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Introduction: — 

Goitre is the name given to an enlargement of thyroid gland. One of the most 
important and well known global nutritional problems is iodine deficiency (ID) An 
estimated population of 1000 million are at risk because they live in an environment 
where the soil has been depleted of iodine \ Worldwide, over 600 million people have 
goitre and 20 million have some degree of brain damage (6 million arc cretins) caused 
by the effects of iodine deficiency in pregnancy \ According to the World Health 
Organization (WHO), a total goitre rate of 5% or more in primary-school children (6- 
12 years) should signal the presence of a public health problem ’. 

The most important single cause of iodine deficiency is inadequate iodine 
intake. Goitre is prevalent worldwide and in India it is also widely prevalent with 
different slates giving rates of prevalence. As such no study estimating IDD 
prevalence at alt India level is available on children although a few region wise studies 
are available. As per ICMR report on Micronutrient Proftle in India (2004) the 
prevalence of goitre in 6-< 12 years is 9.98%. These figures are from the ICMR project 
running from 1997 to 1999 * In J&K the figures also vary from one place to another 
The district wise data available for J&K shows that 14 districts out of 15 districts are 
endemic for IDD. The prevalence in Srinagar district was to the extent of 4.46% in the 
same age group. A study by Zargar et al* in 1996 in Budgam area in the age group of 5- 
15 years old found the prevalence to be 44% in males & 33.8% in females in school 
going children . The previous year study (2003-2004) by our department in the 
Srinagar district in the age group of 6-12 years found that total goitre rate was to an 

extent of 15.27% (17% in girls & 13.67% in boys)Because of the widely prevalent 
situation in the state the present study was contemplated. 

Methodology: 

The study was conducted in district Budgam from October 2004 to mid 
December 2004. 3200 subjects were screened. The subjects were aged 6-12 years. 
Two-stage cluster sampl ing was used to select the study sample. In the first stage a total 
of 30 clusters (Schools) was selected based on probability proportionate to the size of 
the target population in different zones. Thirty clusters were selected to ensure a valid 
estimate of the prevalence of the problem. In the 2nd stage 160 children within each 
cluster were selected. Adjacent school to the study one was surveyed if the number of 
children selected were not got from cluster. Since no male female discrimination of 
schools occurs at this level so the schools were studied as such. The number of children 
per cluster was based on the estimated prevalence of 20% with 95% confidence 
interval with a relative margin of error 10% & a design factor of 2. The formula used to 
calculate the sample size used was: 

(Za)2 Q 

N=- 

(L)2 P 

Where P= expected prevalence 

Za = standard normal deviate ( corresponding to a level of 
significance) 

L= relative margin of error 

Q= I-P 

FINAL SAMPLE SIZE = design effect x N 
No of clusters = 30 

mam mmm mm «i ^m mm mam mma mmm amm *^m mm mm mmm m mm mm m^ mm. ^m -mm* a^m mm i m mm mmm -w mam m^m ■■ ^mm aam « mm* mm tmm i!9 jmm mi mb- mam mm mam # 
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luster; total sample size 


Data were collected using a specially aesigneu 
aire including information about name, zone, school, 
of the child and sex. Clinical examination of the thyroid 
;ach child was done through inspection and palpation, 
tion of goitre grading was based on the criteria endorsed 
United Nations Children Fund/Intcmational council tor 
1 of iodine deficiency disorders, which is as follows: 

No palpable or visible goitre 

A mass in the neck that is consistent with an enlarged 
thyroid that is palpable or visible with neck in extended 
position but not in neutral position. It also moves up in 


boys it accounted tor d.ujvo. uiauc x.i«j ■■■ 

0 17% of surveyed children being to the extent of 0.96% in Girls & 
0^48% in Boys. Total goitre rate (TGR) which is the sum of grade 
* 1 st & Grade 2nd was found to the extent ol 5.57%. In Girls the rate 
was higher to an extent of 6.81 % as compared to Boys were it was 
5.51%. Zargar AH et al (1997) found the TGR to be 52.08% with 
Gl in 41.95% & G2 of 10.1% in Baramulla district of Kashmir 
valley. The prevalence was more in males to the extent of 52.08% 
& in girls it was 49,23% In 1995 in there study in school children 
aged 5-15 years in Kashmir valley found a TGR of 45.2%. 43.9 % 
in boys & 46.23 in girls.37.74% of children had grade 1st goitre 
while as 7.44% had grade 2nd goitre \ Their study in 1996(a) 
found the rate to be 44% in males in age group of 5-15 & 33.8% in 
females in Budgam area \ Our figures are lower possibly because 
of better awareness & sustained 1FC activities by the Government 
about the use of iodized salt and possibly because the age group 

wer. Kapil U ct al (2003) in there study in school 
-12 years which they did in Bharatpur district ol 
Rajesthan found the rate to be 7.2% . Grade 1st 
goitre was seen in 7%& grade 2nd goitre in 0.2% 
of children. As for as sex is concerned the rates ot 
Gl goitre was 5.7% & 7.9% in girls & boys 

respectively Chandra AK et al (2001) in their 


Table 1 

Overall prevalence of Goitre: 
m ■' o.48 

!&■; Illl^ 

m 02* grade 2nd goitre. 

Table 2 

Prevalence rateof grade 1 si goilpfem differentage groups 

" Boys% IN 

Hi 

3.70 

- ;ir 6,88 

Wt- ■ 5.85 

iiiHHK 9.37 


Girls# 

sis 


Girls% 
4 . 5 . M 

4.61 

5:88 

4.68 

5.80 

10.13 


Table 3 

Total Goitre Rate.in different age groups as per sex 
Overall: (B+G) % Boys# 

GH| 5,28 ^ 5.86 Wi 

7.27 

Wxrnm ,- m 

mm :-:• •> ::: % • 5.85 : .«i 

■ m > i£ 

M& 9m , 9.82 


Girls% 
i4.5 . 
5.23 
5 ; 12 
6.37 
5.20 
6.69 
10.57 


Age group 


we found that 5.40% of the children had grade 1st goitre with 
figures higher in girls to the tune of 5.85% and in boys it accounted 
for 5.03%. Grade 2nd goitre was noticed in 0.17% of surveyed 
children being to the extent of 0.96% in Girls & 0.48% in Boys. 
Total goitre rate (TGR) which is the sum of grade 1 1 st & Grade 2nd 
was found to the extent of 5,57%. In Girls the rate was higher to an 
extent of 6.81% as compared to Boys were it was 5.51%, The 
relevant details are shown in table 1 . As regards magnitude of 
grade, 1st goitre in different age groups as well as sex 
differentiation is concerned; the details are shown in table 2. As 
regards total goitre rate as per sex & age group, the relevant details 
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monitoring laboratory for iodine content of salt and 
Urinary' iodine Excretion for monitoring proper 
implementation of the IDD Control Programme. 
The iodized salt should be distributed through 
public distribution system also. 

Sustained I EC (Information. Education and 
Communication) involvement should be ensured 
so that people arc made aware about the 
consumption of iodized salt. Help of field publicity 
wing of the Information Department of J&K Sc 
Health Education Bureau also needs to be taken. To 
intensify the I EC activities a communication 
package by way of video films, posters/danglers 


and radio/1 V spots need to be finalized ■ 

The goitre prevalence rate although very hieh ■ / 

district Budgam yet it appears that the mag n itudV n ' 
lower as compared to other districts as ner 
OPD attendance. Thus to find the exact macnin.? 
of the problem in whole Kashmir valley the surv * '■ 

needs to be done in other districts also. ' 

To prevent loss of iodization because 
environmental loss what is needed is productin 
facility in state also so that this problem is check ^ 
Quality control of the salt with repeated hk 

investigations thus is very much needed. ! 
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variation of superficial branch of radial nerve 
$averic Study 


A 


fflSjl 


sultan 


Ifh.irno. S. Ramesh Babu, H.S. Manjunath Borgawa, A. Anand. M. Rajendran 


A p S T RACT of superficial branch of radial nerve (SBRN) has not been studied well. The available literature on SBRN is 
The( ~ tern population only. The aim of this study is to delineate the normal course & variations in Indian population 
manifest surgical implication of this study. Thirty cadaver extremities were dissected and the course of the 
5 was delineated. Bony landmarks were identified, marked with pins and the relationship of the nerve and its 

5 rhes with the bony landmarks was studied. The distance between the bony landmarks and the points at which 
bral Toriainated, became superficial and branched was measured. A common pattern of the course of the SBRN was 

n in only 18 (60%) specimens. In these specimens the origin of the SBRN was below the lateral humeral 
see -dyle, the nerve became superficial by piercing the forearm fascia and the nerve progressed distally as a sinqle 

6 nk and was placed radial to the Lister's tubercle. At the level of radial styloid or immediately after leaving the radial 
^hyinidthe nerve divided into 3 to 5 branches and was placed over the first dorsal compartment In remaining 12 (40%) 
Admens a number of variations were observed. The origin of the nerve was at the level of lateral epicondyle in 3 
Admens and above the epicondyle in 7 specimens. In one specimen a motor branch emerged during its deep 
S S.irse In three specimen's nerve branched in its superficial course. The nerve is at a great risk during various surgical 

rncedures. Inadvertent injury to the SBRN can cause debilitating postoperative neuritis. The course of the 
P. we d significant variations in the group and only 18 (60%) specimens had a common pattern in its course A r 
^differences in the course of the SBRN in our population and those in the Western population were observed 


SBRN 
number 


Authors affiliations: 

Yflslr Sultan Khuro °' s Ramesh 
Babu. H.S. Manjunath Bargawa 

Department of Orthopedic Surgery 

A. Anand, M. Rajendran 

Deportment of Anatomy 

Shri Ramachandra Medical 
College & Research Institute (DU), 
Porur, Chennai-116 

Accepted for Publication 

June 2006 

Address for Correspondence: 

Dr. Yaslr Sultan Khuroo 

P.O.Box 1234, G.P.O, 

Sector - 1, Qammarwari, Srinagar, 
Kashmir. 190001. 

Telephone: (+91 - 194) 2491190 
Mobile : (+91) 9906600600 

E-mail : khuroo@gmail.com 


JK-Fractitloner 2006:13( 3): 169-172 

Introduction 

Since the 19- century, the distribution of the radial sensory or superliu.il 
branch ot the radial nerve (SBRN) has been documented in the anatomic lexis ,nuj 
surgical atlases. I he described course ol the nerve, however, varies in textbook and 
only lew studies that accurately depict its course have been conducted 1 \ These -tikUv 
have reported great variability in patternsoI course branching and as w ell as am.malic 
ot distribution. Since the nerve is purely sensory, it s taken tor granted that it> minn. 
does not affect motor function and due to its anatomic location ns injun is 
considered to hamper daily acti\ ity, I low ever, once it gels injured it not onl\ result'm 
excruciating pain and insensitive skin over dorsum of first web space but also refills m 
pain J ul neuruma and d i scorn fort t cel ing in hand persist ing tor a lone lime 

There have been few anatomic studies of SBRN during past 8(> \c.ii' In 
1 985. Mackinnon and Del Ion 14 outlined pattern of this nerv e. Leao' . in 1958. noted the 
number of branches at the radial region ot the w nst. Specific measurements and pattern 
of branching w as noted by Auerbach : and Abrams 1 in 1994 & 1992 rcspecti\cl\ hi 
2003 Sawaizumi" reported injury to SBRN on the wrist joint, caused h> intravenous 
injection of a needle. These studies have been done in the Western population and m.r 
not represent the course ot the nerve in other population groups. 

1 he aim ot this study was to identify the anatomical variations in the course 
ot superficial branch ol radial nerve, to highlight the differences in its course between 
our study and what is available in the literature and to provide guidelines so that the ri>.k 
of injury to this nerve is reduced. 

Materials and Methods 

Thirty cadaver extremities with no known history of disease or trauma to the 
limbs were dissected. Lateral humeral epicondyle. radio-capital joint, radial slvloid 
and the first dorsal wrist compartment were selected as landmarks and markedWith 
reference pins. The length of forearm was measured from lateral humeral epicondyle 
to the radial styloid. The radial nerve was identified in the interval between the 
brachioradialis and brachialis and was dissected in a proximal-to-distal direction 1 lie 
bifurcation between the deep and superficial branches ol the radial nerve (oriam of 
SBRN) was identified, and its relationship to the lateral humeral epicondv le identified 
The distances between point of origin of SBRN to lateral humeral epicondv le and 
radio-capital joint were measured. Next we measured the distances from the radial 
styloid to the points where nerve first became visible from under the braehioradiah' 
and where it gave its first branch. We careful!) observed the number of buildup . u 
SBRN crossing the wrist joint and width of zone of these branches was measured W „ 
also observed the relationship of branches to the first dorsal digital compartment 

All measurements were determined by means of a divider D NUB>7|U8 
(Carnlin Limited Mumbai India, accurate to 0.1 mm). Sketches were drawn and 
photographs were taken for each dissection. Normalilv of measurement wu* 
confirmed and means and standard deviations were determined b\ means ot the spss 
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m and w^Wefficting common pattern of the 
Origin °j' tjnqSBRN (curvedarrow), B The 


tarmnjin^ 

-rr <cun&$trmw). C. The photo depicts 

deep as well as superficialcrntrs^mgM^^MkdigMiafftmMckM^hs^flected. and the curved arrow 

shows the point where the nerveftgewne snpwjUmmm PhaM>f^j*nst s}~tn£the SBRN branching utter it 
crosses the radial styloid. ■ ' T T u 



Fig 3: Photograph of the 
dissected forearm depicting 
the branching of the SBRN 
immediately after it became 
superficial. The point 
where nerve became 
superficial is shown by 
curved arrow and the 2 
branches are shown by- 
straight arrows. 






n 


/* 


Fig 2; Photograph of the dissected Cadavcncuoreairn showing motor branch of 
the SBRN to Extensor Carpi Radial is Brevis. The point of origin of the SBRN is 
shown by curved arrow. The SBRN is shown by straight arrow. The motor 
branch of the SBRN is shown by arrow head. 



software program {SPSS tor Windows, Standard Version 
Copyright © SPSS Inc, 1989-1999). 

Results 

The most common pattern of the SBRN, which was seen 
in 16 specimens (53.3%). is shown in Fig 1 (A to D). The SBRN 
arose trom the radial nerve at the level of the lateral epicondylc in 2 
specimens (6.6%), above the lateral epicondyle in 12 specimens 
(40%) and below the lateral epicondyle in 16 specimens (53.3%). 
The distances from the point of origin of SBRN to lateral 
epicondyle and radio-capital joint were 2.09cm (range 0.6 to 
4.9cm, S.D 1.162) and 1.9lem (range 0 to 5.9cm, S.D 1.593) 
respectively. The SBRN was radial to radio-capital joint in 27 
specimens and crossed over the radio-capital joint in 3 specimens. 


The SBRN coursed distally deep to brachioradialis muscle and 
emerged between the tendon of brachioradialis and the extensor 
carpi longus and pierced the forearm fascia in all specimens. In one 
specimen the SBRN 3 cm from its origin gave a motor twig to 
extensor carpi radialis brevis, is shown in Fig 2. 

The SBRN became subcutaneous 7.92cm (range 2.9 to 
II.Ocm, S.D 2.270) proximal to the radial styloid. The point at 
which the SBRN became subcutaneous was, on average, the distal 
29.85% (range 10.9 to 42.5%) of forearm (the distance from the 
lateral humeral epicondyle to the radial styloid). The SBRN 
progressed distally as a single trunk in 27 specimens and was 
placed between radial styloid and Lister’s tubercle in 11 specimens 
(36.6%), over the radial styloid in 17 specimens (53.3%) and 
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—nTiinnship ol l*i« Mtperficinl branch of radial nerve (SBRN) with respect to bony landmarks in 30 Cadaveric 
rc,ai _specimens studied. 


T-E-N (cmj _| 

RC-N (cm) 

RS-N (cm) i 

RS-N/FR (%) 
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LE-N' distance from lateral cpicondyle to origin 
of forearm. • , joim to origill 0 f SBRN RS-N: distan 


of SBRN. 

cD-lengt 11 oi ra( iiocapital joint to origin ot mikim. KS-l\: distance from radial styloid to where SBRN became superficial. RS- 

N: dis ,a V ce ‘ ( , nt distal forearm length onwards from the point where SBRN became superficial. RS-LS: distance from radial 
Vs tubercle. LS-N: distance from the Lister ’s tubercle 

l ° n L fSBRN at wrist. 

ofthe *>ne ° r,hc branChCS 


to main nerve trunk or its nearest branch. NB: number of 


\VB 


r 1 ctvloid in 2 Specimens (6.6%) on the volar aspect. 
rad,a S ,h- nerve trunk branched immediately after it 

is Shown Fig? The point 
i - jubcuia __f rom t ^ c ra d, a | styloid. In two 


ft 

f 

h€C afllC 


'y 

at which it 


nerve branched 


was 6.5 cm 


more 

in its superficial course. These 
^imcns ::SrN 2 cm an d 3 cm from the radial styloid 
inches left dial sly i oi d to Lister’s tubercle distance was 
^lively- Tl J o3 ocm.S.D 0.31). The main trunk of SBRN or 
jjlcffltra 11 ^ * Jace d ra dial to Lister's tubercle in all specimens 
atbrancheswcrep _ Listcr ’ S tubercle to nerve or its nearest 
^ the distan _ ^ ^ range o.3 to 3.0cm, S.D 0.60). In 17 
branch ' va J /o) nervc was found to lie directly over the radial 
jpecimens P • jt wflS at a mean distance of 0.9 ems except for 2 
j^loidan m r whcTC it was found to be on the volar aspect of 
specimens ^ 5 cm respectively. At the level of radial styloid 
^elv after leaving the radial styloid the nerve divided at 
^immedia' J 6branches(rang e 1 to 5), 2 branches in 9 specimens, 
^average x jmens 4 branches in 6 specimens and 5 

: branches in o 

Roches in 9 specimens. 

pjicuwioh 30 . cal proce durcs are performed over the radial 
of the forearm and wrist. De Quervain’s disease, wrist 
d0fSl l m or synovitis, extensor tendon rupture or laceration, carpel 
gangl |a instability, arthritis and distal radius fractures are just a 
fracture, V order s an d injuries that necessitate incisions over this 

f Fxtemal fixator application for radius and wrist problems 
. j nc ision for pin placement in the dorsoradial side of 
rt< l ul "~ and wr j st . Recently, wrist arthroscopy has gained 
^ ity a nd is being used as a diagnostic and a therapeutic 
jXjty in treatment of many w rist disorders. This procedure uses 

Ssoverthedorsuniofthewrist' 7 . . 

P 0 The injur>' to SBRN from surgical incisions has been 
,| documented in the literature' 11 Most of these were reported 
fter surgical release of the first extensor compartment in De 
Oucrvain’s disease. Nearly 100 years ago, Fritz De Quervain stated 
uLf’Caremust be taken not to damage the sensitive branches of 
Sc radial nerve which runs run across this area towards the 
dorsum” 10 Despite these documentations, damage to this nerve 
still occurs. Paresthesia, hypesthesia, and painful neuromas result 
from excessive retraction or accidental partial or complete 

transaction of the nerve. 

In the present study we delineated the course of the 
SBRN with respect to easily identified bony landmarks. There are 
only two published recent studies which have defined the course of 
SBRN 14 Both these studies were done in Western population. The 
Comparison of our study with the available literature highlighted a 
number of variations. 

The radial sensory nerve branched (at the level of lateral 
humeral condyle) from radial nerve above, at or below the lateral 


humeral condyle - 40%. 6.6% and 53.3% respectively. Abrams' 
reported all the branches were given below the lateral humeral 
condyle. In one specimen (3.3%) immediately after the origin of 
SBRN, it gave a motor twig to extensor carpi radialis brevis was 
observed by us. T his incidence is much reported higher in the study 
done by Mekhail AO '* and Salisbury" 13.3% and 56% 
respectively. As the nerve progressed it coursed deep to 
brachioradialis muscle and emerged between the tendon of 
hrachioradialis and the extensor carpi longus and pierced the 
fore ami fascia to lie superficial in the radial dorsum of the forearm. 
This was in all 30 specimens in this study. Appleton" and Lined " 
each reported a case of absence of the superficial radial nerve. 
Lined also reported l specimen where the SBRN after dividing 
from the radial nerve, traveled superficially to the brachioradialis 
along its entire course. SBRN after becoming superficial, 
continued as a single trunk till it reached wrist joint, except in for 3 
specimens, where it branched proximal to wrist joint. Abrams' and 
Auerbach* have reported the nerve divides soon after it became 
subcutaneous into 3 to 10 branches which cross the wrist in all their 
specimens. The mean distance from the point were SBRN became 
subcutaneous to the radial styloid was 7.92 ems and on an average 
the distal 29.85% of the forearm. Abrams' reported a mean distance 
ot 9 ems and on an average 36% of distal forearm w hile Auerbach' 
noted a mean distance of 6.03 ems which corresponded to distal'/« 
of the forearm As the SBRN coursed distally, in 17 specimens 
(53.3%) the nerve passed over the radial styloid, in 11 specimens 
(36.6%) the nerve passed between radial styloid and the lister's 
tubercle and in 2 specimens (6.6%) it was found to be on medial 
side ot radial styloid on volar aspect of forearm. Auerbach 1 in his 
study reported all the branches of the SBRN passed between the 
radial styloid and the lister’s tubercle. Finally the SBRN branched 
at the wrist (except for 3 specimens) with an average of 3.16 
branches (range 1 - 5. S.D: 1.39) in our specimens. The SBRN had 
an average of 5.8 branches (range 3 - 10) which crossed the wrist 
was reported by Auerbach 1 . 

In conclusion certain guidelines should be followed to 
reduce the risk of injury to SBRN. 

The proximal pins in external fixator application for 
distal radial fractures are to be applied at a distance of 11 cm from 
the radial styloid i.e. proximal to lower 3“ of forearm. We also 
advocate a minimal exposure and careful retraction of the nerve if 
pins are to be applied more distally towards the wrist. During 
exposures of lower forearm and around radial styloid the SBRN 
and its branches should be identified and carefully retracted to 
avoid injury. 

Better understanding of the surgical anatomy of the 
SBRN will aid in its protection during surgical procedures in its 
vicinity. It will also aid in localization of the nerve. 
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Hicine and Myths; 
|. e nges for Evidence Based 

jcal Practice in Kashmir 







-* . . cu ]turc is shrouded with myths, legends and 

Kashmi Kashmir is derived from a folklore that 

clerics- Ev J|\ jr was on ce inhabited by demons headed by chief 
"3(cy of ^fhhnva Tliese demons used to terrorize the population till 
ame of Kashyaprishi threw a huge rock on top of 
mystic by " buricd hjm un dcr it. Legend states this rock is present 
an<J j ocated tn the heart of Srinagar. Kashmiris arc still 
SJ-H*' pa J* demons in the form of various medical myths. These 
punted by thL oor comp ii an cc, futility, loss of financial and human 
0 ften l* ad t0 . P : severe cases interference of medical management 
purees ana consequences. It is ironic that most victims of 

rt ith oCCa f ,0 a f e patients being treated at institution of mental health 
these my| hs * f( £ |h j|| s of Hari Parbat. Exploring the basis of these 
located at in \ crstand i n g the need for evidence based medicine might 
jnyths and u " ^ , ieaUh car c delivery and overall clinical outcome. 

‘ | W f ° VC fmrd i fa l myths : 

O^^MedicaTm)^ are decades and in some cases centuries old 
d on from generation to generation by the word of mouth, 
and P asse0 basis of such myths is usually complex, however it is 
^covering by me dical professionals in recent past that are the 

the myths j> a Uncovering origins of such myths is relatively 
f0C i Among medical professionals myths are usually generated 
silled because they make pathophysiologic sense. It might 
dispe^ prescribe expectorant for treatment of pneumonia 
makCSen clinical studies have disproved this. Among medical 
h °" CVer nals there is a common belief that urinary tract infection in a 
pf0< man requires evaluation with imaging and other studies. In 
' U 7r extensive evaluation appears unnecessary for young men with 
i riuria who respond to antimicrobial therapy Another 
•believe among medical community is that bed rest is a useful 
7 active therapy. This has been disproved by a meta-analysis of 39 
dV which showed that bed rest versus early mobilization for 
vention and treatment of a variety of medical conditions is at best 

nol beneficial and at worst harmful 

Myths can also be generated in medical community by 

• i a ted cases reported in the literature or more commonly by personal 

,S ° riences ofa practitioner. These anecdotes sometimes tend to shape 

^practices even though when put to test by clinical trials these beliefs 

av prove to be wrong. Perhaps the commonest reason for medical 

rnMhs is that patients often have overambitious expectations from 

health professionals that we desperately try to fulfill. In this 

desperation and frustration we may provide explanations and advises 

that have never been proved by evidence. Furthermore physicians are 

overworked and instead of taking time to explain the nature of disease 

and reassurance they sometimes find it easier and quicker to prescribe 

a medicine or order a diagnostic test. Finally the evidence based 

practices are changing fast and what is believed to be evidence based 

medicine one day might prove to be a myth next day. If a medical 

practitioner does not stay up to date with medical literature they might 

be practicing myth without realizing it. Whatever might be the reason 

such myths often propagate fast as people believe that if an expert says 

so it must be correct thus a myth is generated and dissem inateci. 

Some medical myths are universal while others differ 

spatially and temporally. People almost universally believe that cold 

and wet weather causes cold and upper respiratory' tract infection but 

this has never been validated, what is well known though is that stay ing 

indoors will result in spread of viruses to other people thus propagation 

of diseases. Similarly belief that too much stress causes graying of hair 

has not been substantiated. In fact graying of hair is genetically 


programmed and cannot be changed by change in stress level. 
Some myths have cultural basis and are limited to certain 
cultures or countries. There is a widespread belief in Indian 
subcontinent that taking a medicine in capsulatcd form is 
“ Ciaram" (side effect) than taking it in the form of a tablet or 
liquid form, in one study performed in Pakistan 51% of people 
in the study believed that antibiotics should be taken with milk 
. Such beliefs might have detrimental effect by interfering with 
the absorption of some antibiotics and thus render them 
ineffective. 

Medical myths change temporally; in 1692 nineteen 
men and women were hanged in Salem New England for 
practicing witchcraft. Though such myths have been almost 
eradicated in west they still survive to some extent in some parts 
of Kashmir. Epilepsy and ecctcmpsia are still believed by some 
to result from bad influence of demons “Jin ’* or spirits. This 
results in continuous suffering and pain and at times even death 
for such patients. Another example of a medical myth that 
changed with time is the use of beta-blockers in patients with 
congestive heart failure. Nearly 20 years ago prescribing a beta 
blocker for a patient with CHF would have been considered a 
malpractice. Now there is overwhelming evidence that beta 
blockers have a favorable effect on ejection fraction and the 
combined risk of death and hospitalization for heart failure * \ 
Despite this beta blockers are underutilized for these patients 
due to the persistence of myth among medical professionals. 

However varied the myths may be spatially and 
temporally only way to dispel them is to teach, propagate and 
practice evidence based medicine, Most certified medial 
practitioners are not responsible for propagation of misbelieves 
but it is partly their responsibility to educate patients and care 
takers regarding them. 

Challenges of Evidence Based Medicine: 

If it is a challenge to teach EBM even bigger 
challenge is practicing it. In most cases this is not due to 
inability of medical professionals to keep up with the evidence 
but due to lack of it or worst yet poor or contradictory evidence. 
Underdeveloped regions of world are worst victims of poor 
evidence since most evidence for medicine comes from 
research done in western countries primarily USA. Research 
done in one part of world in a selected group of people may not 
have general application. There is difference in disease profile 
between different regions of world and most of the evidence 
that exists currently is for the diseases that are highly prevalent 
in western societies. There is plenty of evidence for coronary 
artery disease but very' little for diseases like Ascariasis, 
Typhoid which are highly prevalent in valley. Chagas disease 
affects nearly 20 million people in Latin America and kills 
nearly 50,000 people every' year yet there is lack of research for 
this disease as this is not totally relevant for developed 
countries. Secondly evidence for certain clinical practice does 
not necessarily mean that this holds true for Kashmiri 
population. Most of the clinical studies are done in USA and 
Europe and some of the data available form these studies may 
not be applicable to Kashmiri population for difference in 
genetic and environmental factors. Thus generalization should 
be cautiously applied. Perhaps the bigger challenge for 
practicing medicine that has been proved to be effective is the 
lack of resources. Increasing healthcare costs make it 
sometimes impractical to follow EBM and rationing becomes a 
priority than EBM. Although ICD implantation has been 
shown to reduce mortality compared to antiarrythmic drugs in 
secondary prevention of cardiac arrest and sustained 
ventricular tachycardia 'its cost effectiveness as a society 
may not be justified. The mean estimated cost of a single¬ 
chamber ICD and lead system, as used in SCD-HeFT (Sudden 
Cardiac Death in Heart Failure Trial) was SI7.500 (range, 
$13,3Q0-$23,700), and the estimated cost of amiodarone was 
$3.53/day for the 200-mg dose. In a wealthy country like USA 
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this kind of therapy might be effective and realistic but in a society 
with limited funds where resources need to be rationed practices 
based on such an evidence might not only be unrealistic but also 
might not provide the value for money spend on per life saved. 

EBM continues to evolve and changes temporally and 
spatially. What is evidence today may not be same tomorrow. As 
the time to review ever expanding literature seems to be shrinking 
it becomes extremely difficult to keep up to date with this changing 
evidence. Practicing evidcncc-based medicine is even more 
challenging in Kashmir as most of the population is not educated 
about this. It becomes extremely difficult to explain management 
of viral illness to a patient who does not understand what a virus is. 

In order to manage disease properly it is essential that 
patient at least understand the fundamentals of that disease. Thus 
patient education is critical part of medical management. In the 
absence of such a knowledge many myths are generated which 
disperse among the population. 

Teaching Evidence Based Medicine and other skills: 

With the advent of electronic media particularly the 
internet and with ever expanding number of medical journals and 
books published teaming the skill of critical review of medical 
literature has become essential. In order to practice EBM 
physicians should be proficient in reviewing literature and also 
deciding the quality of evidence. This learning process takes time 
and experience however in order to establish the culture of EBM 
this has to start early in the medical education and be made part of 
medical school curriculum. For physicians learning process 
continues throughout the career, however due to time constrains 
there is limited time to review literature for best evidence. It is 
equally true that in order to provide optima! care for patients they 
need to learn the skill of applied research principals. There are 
nearly 30,000 medical journals and more than 17,000 new medical 
books published each year (II) which makes it extremely difficult 
to stay up to date with the progresses and needs survival skills. 
These can only be achieved by establishing structured programs 
like continuous medical education activities, journal clubs, 
seminars and symposiums where new evidence can be critically 
discussed. This will give opportunity of obtaining best current 
evidences, filtering out the poor evidence and establishing 
protocols and clinical guidelines. Lastly these activities can also 
give opportunity to discuss the need for research for 
pathophysiology, clinical course and management of “orphan 
diseases for which there is little clinical evidence due to their 
rarity in western world. 

Clinical guidelines and consistency of care 

Clinical practice guidelines have been defined as 
“systematically developed statements to assist practitioner and 
patient decisionsabout appropriate healthcare for specific clinical 
circumstances"’*. WHO and other world health organizations have 
established the guidelines for almost every basic service however 
such guidelines can only be effectively followed if they are 
financially feasible and cost effectiveness of high tcch and 
expensive medical technologies needs to be established. These 
guidelines should not only be based on the best available evidence 
but should also take into consideration whether such guidelines 
will be good value for the money available. Cost benefit analysis 
should be performed to make best use of the limited and finite 
resources. Thus not only physicians but also policy makers, and 
health care managers should participate in establishing such 
guidelines. 

With easy access to the health care information on 
internet patient's expectations have increased. Thus they are 
becoming more and more demanding and litigious, this puts an 
added burden on physicians and other practitioners making it even 
more important to establish consistency in care and follow 
protocols and guidelines. Once such guidelines are established 
they should be followed strictly and physicians should be expected 
to practice guideline recommended evidence based therapies. 


Audits can be performed at regular intervals to ch 
comp!.once and effectiveness of the guidelines All thi . thc 
significant commitment from government, physician, 11 ^ 5 
administrators of the health institutions. s and 

Public health education 


Public education is the cornerstone of effective m 
practice. A well informed patient follows medical advice a ' Cal 
closely and efTcclively, this not only results in improvem™* 
clinical outcome but also improves health care costs and le h ' n 
more efficient use of resources. It is the responsibility of e ° 
physician to educate and counsel the patients and families 
disease, treatment and prognosis and to try to change the attih»a Ul 
towards improvement and maintenance of health. Verbal adv■ • 
still the most effective form of patient education; this is a skills' S 
needs to be taught at every level of physician education. In 0 rcW ? 
change attitude it is essential that patient education be m a 
integral part of every patient encounter. We have to establish nT 
culture o f making it OK for patients to ask questions, taking timet 
answer them in lay language and resisting the temptation of ucin 
jargon of medical language. Nurses, dieticians, physical therankt 8 
etc can play essential role in patient education. Verbal advice c 
be supplemented with audio-visual aids and print materials i n iT 
form of handouts, booklets and pamphlets. At the community level 
government has established various programs and institutions 
improve awareness of health related issues. Central Healih 
Education Bureau (CHEB) is the apex institution for heal h 
education in India. Another institution for health education inth 
nongovernmental sector in India is Voluntary Health Association 
of India (VHAI) that was established in 1970. However due to 
variety of reason these institutions have had limited influence in 
Kashmir so far. Using these along with more traditional resources 
l ike, song and drama, games, exhibitions at the weekly market and 
yearly festivals, and pictorial aids will make a major difference in 
public health education. Also teaching the teachers like religious 
leaders, traditional healers and traditional birth attendants (dais) 

will be effective in disseminating health education ' 
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—^ rrhvthniics Versus Implantable Defibrillators (AVID) 
«^Antia*Tn> ar j son 0 f anti arrhythmic-drug therapy with 

i n ve5lig ators ; rhrillators in patients resuscitated f rom near-fatal 

ifOP lon ^^I.uythniios. N Engl J Med. 1997;337:1567-1583. 
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Con 00 ] 1 * ^ gtudy (CIDS): a randomized trial ofthe implantable 
l^fibriMalor (jefibri i| ator against amiodarone. Circulation. 

297-1302. 

2000 ;iui- (t q Understanding and using the medical 

urines (McSH) vocabulary to perform literature 
subject ..^ A 1994;271:1103-1108 
searches. ■> ,. ^ are an( j policy Research.. Clinical guidcli 

l Ag<* c >' , £ r n , [Program note]. 1990 US Dept of Health a, 
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| The only dynamic j 

website for DOCTORS ; 

' • •••: • 

AKAS Group has launched a newly built 
j , 0 nly dynamic website for doctors ■ 
^mvakasdoctorcom which caters many services 
i ?S^7ome which are launched for the first j 
: [" e in t he medical industry. The services include j 

that of Email 5GB of space here the specialty being j 
: . t j t ’ s on iy for doctors and no one else can use thi s \ 
i jj j & This on itself creates a separate identity 
L a doctor. There is matrimony where only i 
j J 0Ctor s profiles are listed out this are also for the 
! first time that a matrimony site is launched only for ; 
I doctors. There is also shopping where medical j 
! products are sold online this again is for the first i 
time a site that is catered for medical items 
| shopping alone. There is aiso doctors forum where 
doctors can post/review and discuss about medical 
issues online. There is medical quiz where doctors 
can enrich their knowledge and also gam points for ! 

! ph C es that can be won. There is medical news; the ! 
| best part about this news service is that doctors can 
j view news relating to their topic of interest, region, 
i national and international news as well in one box, i 
with latest updates from around the globe. 

I There are services where doctors can get 

benefited in a huge way; they can list their old 
| medical equipment for sale for free on the site. 

| They can also list their hospital/clinic for sale on j 
: the site for free. They also can get a quotation from 
! medical equipment manufacturing companies for a ! 
particular product and get the information online ! 
itself rather than wasting their precious time with i 
sales people. Also akasdoctor.com has made it j 
clear that it would launch one new service every j 
month for the benefit ofthe doctors. ! 


_ comment 

Recommendations for 
Undergraduate Pharmacology 
Practical Curriculum (For 
attention of MCI) 

Jaswant Ral _ 

Pharmacology is taught during 2- profession of MBBS 
course. Medical Council of India (MCI) recommends that at the 
end of pharmacology course medical students should develop 
skills to prescribe drugs for common ailments: recognize 
adverse reactions/interactions of commonly used drugs; observe 
experiments designed for study of etTects of drugs, bioassay and 
interpretation of experimental data; scan intonnation on common 
pharmaceutical preparations and critically evaluate drug 
formulations.' With present pharmacology practical syllabus 
(PPTS). the said objective cannot be achieved. That is why PPTS 
has become a source of critic ism in the last few years. 

There is a great doubt about the utility of training of 
dispensing pharmacy. J Experiments in experimental 
pharmacology were planned over three decades ago and no attempt 
has been made to assess either their relevance or usefulness.' It is 
not necessary that animal experiments be carried out by the 
students "first hand". 4 The entire scheme of PPT should be 
thoroughly overhauled - the actual performance of exercises in 
experimental pharmacology and pharmacy by the medical students 
should be deleted/ The existing undergraduate pharmacology 
practical curriculum has not been very' useful to students and it is 
desirable that clinically relevant practical to be incorporated in it.' 
Experimental pharmacology should be continued with refinement 
and reduction in number of animal experiments and there exists 
non-uniformity in pharmacology practical teaching and names of 
department. 1 

Present work is an attempt of framing guidelines for 
Revised Modified pharmacology practical curriculum to attract 
attention of MCI or to initiate a debate on this issue. Suggestions of 
above said workers , recommendations of a workshop on MBBS 
pharmacology practical scheme and review of Journals of 5 
medical colleges ( Seth GS Medical College, Mumbai,; JIPMER, 
Pondicherry; Pramukhsvvami Medical College, Karamsad; BJ 
Medical College , Ahemdabad; Government Medical College . 
Amritsar )have formed source of these recommendations. 1 
Recommendations 

1. Pharmacy section in PP curriculum should be deleted. 
Principles of commonly used preparations like powder, 
mixture, lotion and ointment should be included in 
common dosage forms in General pharmacology 
section. 

2. Experimental pharmacology should be continued with 
refinement and reduction in number of experiments. 

3. Clinical exercises should be incorporated in PP 
curriculum. 

4. Pharmacology as name of department should be 
replaced w ith clinical pharmacology. 

Guidelines: 

PPcurriculum is divided into three sections: 

i. General Pharmacology 

ii. Experimental Pharmacology 

iii. Clinical Pharmacology 

General Pharmacology: Outlines of exercises in this section 
include; 

Sources of Drugs (demonstration can be done 
in museum) 

Common dosage forms (demonstration of 
different drug dosage forms available in 
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Ttfar Surgeon : need of 
the hour 


comment 


iderjltt 


«vej10 the few problems in vascular 
n mpreine i-e. the refinement of diagnostic 
are slow 1 * TLjiopment of biologically better small 
^aes ^ lh '' fmm the work of laboratory and clinical 
sutetiiutes. I far removc( j f rom this scientific effort, 
>*%. stuff fTj into the daily life of the vascular surgeon... 
t^V^URSURGEON? 

tHOlS -* M historical perspective, these problems are not 
W | n a hlSl ies cvcn millennia, medicine was an 

^peeled- f or “ mont of humanity’s interaction with the 
5ided en |lar ) ® was no conceivable reason to parcel out 
satilW» fll f"!L cargo that encompassed the knowledge of 
S"*« cr H Su S ually fruitless) attempts to deal with Ihem^A 
Zases and ine ' whose identity was sharply defined within 
J^iaowrtisapc 0 f activity. It was only in relatively recent 

S5** an ® l ?no vears ago) that the first dichotomy appeared in 
Mfi fPcocnition of a new type of physician who used his 

n treating disease, that is. the surgeon. A veritable 
h f floe came as medicine assumed the aspects of science 
j^eofenanfc s ag0 . internal medicine and surgery 

* > ' h amly distinguished silhouettes; during the last 50 
rf***. f ^Thpr fragmentation has resembled a chain reaction. 

s nrocess has forced each subdivision of the large 
i ' , JJicine to face the same problem of defining its identity, 

jutityofmeo* surgery . Elemental and vitally important 

^tnowse (stheexistenceo fthe new subdivision justified by 

^frfeeks to achieve? What exactly is the scope of its 
At ? oal 1 v ,„ r< .ct? Who is entitled to enter it? How does one 

<"Sent? 

***»“ difficulties do not lie only at the clinical level; a 
concern also enters the picture. The practitioners of the 
"Hiscioline instinctively resent the contraction of their 
F? The interests of the new specialty often conflict with the 
of other fields that have been newly created. The need 
v °cry existence of new branches is often questioned. All 
^historical conflicts have afflicted the birth and growth of 

-«one knows about “heart disease” but very' few 
, about vascular diseases. In fact vascular disease kills and 
a!mos t as many Indians as heart disease or cancer. The 
SJmagnitude of the problem of vascular disease in India is 
faring Although there is no accurate vascular registry, the fact 
Sere are over 25 million Diabetics in the country' is just a small 
inter to the vast numbers of the undiagnosed vascular cases, 
patiails of severe vascular disease have been treated for low 
iackache and arthritis for years. It is only the onset of peripheral 
angrene which brings to light the fact that arterial pulsations have 
teen absent for long periods of time hitherto unnoticed. After 
daenosis also the only treatment of these unfortunate cases has 
been amputations leaving the primary vascular problem unsolved. 
The lack of awareness of the disease is so acute, that even some 
cardio- vascular surgeons have never heard of a separate, 
independent vascular surgery department or a vascular surgeon. A 
truly tragic situation indeed! 

From the beginning, the existence of independent 
vascular surgery as a specialty was challenged by the Medical 
Council oflndia, as in India it still considered to be the part of the 
broad speciality of “cardio-thoracic-vascular surgery’ (CT VS). To 
the exception Medical Council of India has granted Madras 
Medical College, Chennai to start the MCh training programme in 
vascular surgery, but unfortunately the facility can only be availed 
by the surgeons of the state, thereby denying valuable training 
opportunity to the surgeons from rest of the country'. However, all 




the hope is not lost for the vascular patients oflndia. Thank’s to the 
effort of National Board of Examination, New Delhi which 
understood and realized the magnitude of the problem.’ With a 
vision and mission in 2001, the National Board of Examination 
started a two years fellowship programme in peripheral vascular 
surgery and hence giving a separate independent recognition to 
this subject. Presently this course is available in only three major 

cities and needs further expansion in future to cover the entire 
country'. 

Inspite of this still the picture is not clear. Cardiac 
surgeons in India still claim themselves to be the best vascular 
surgeons also. No matter, as in reality there operative vascular 
work is less than 2% and there CTVS training is skewed only 
towards cardiac surgery. Infact the approach, diagnosis and 
therapy of vascular diseases is very much different from approach 
to a patient with heart disease. No doubt that cardiac surgeon is 
technically very competent to perform vascular operations, but 
they are universally burdened with coronary bypasses and valve 
replacement. So no reason to blame them, infact what is required is 
a separate recognized vascular surgeon who can take care of the 
peripheral vascular system. 

Not only that, to confuse and complicate the issue 
further we now have general surgeons, thoracic surgeons, general 
surgeons with some experience in vascular surgery, and general 
surgeons with added qualifications in vascular surgerv all 
performing the full assortment of vascular operations. This 
conceptual puzzle kept many hundreds of surgeons in resentful 
confusion for years. Time, however, slowly but surely is beginning 
to sort out this confusion: hospitals concerned with their 
professional standing are increasingly inclined to grant vascular 
privileges to new staff members only if they are certified by the 
Medical Council of India or National board of Examination as 
having special or added qualifications in general vascular surgery. 

The image of the vascular surgeon is gradually acquiring 
formal recognition, but the limits of the legitimate participation of 
the general surgeon in treating vascular diseases in actual practice, 
is still very high in the real scenario. 

As this problem of identity is being yet to be solved, 
vascular surgeons face other problems that impinge on their 
practice. Now even cardiologists and radiologists are also claiming 
themselves in the race of treating and eliminating vascular 
diseases. A real challenge indeed for the vascular surgeons! 
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^—^Tfor change - a change 
jS^HevcIopment in the twenty- 

<r et ,et performance, 
first ^‘“5'healthcare, continuous 
f^" 18 improvement, strategic 
<pt» |!ty Global reforms, political 
pfcx'rf' constraints andconcem- 
iitrirf 'ualrevolution in themindset 
3 coo ce P _ . j n general and health 
of tf “ ! CSs in particular. It contains 
to pics/recent advances in 
--h technology including 
"'genome. Biomedicine. Stem 
H®* 13 " Human Cloning, E- 

Cel* ^rc^medicine. Environmental 
Glotal Health Threats, SARS 
^Emergent Infection, Health 
A lDS, bu fc Bjoin f orm atics, 

Canceled future of humans, RCH, 
Health. Legal aspects of 
*?? care. Medical ethics. Future 
“•J jXalthcare, etc. The aim of 
f Lk is to re-examine the central 
*“htems relating to health and 
*Micare to evaluate the significant 
Roughs, «0 assess the 

Sveness of national policies and 

- .ulate the development of new 
■ strategies for the public 
- how the nation might best re- 
ih its pre-eminence in the 
of public health, 
tal Infection Control: 
jtual Framework 
na Publishers 

l Rs. 250 



tlj jp, ^^^ 

This book is designed 


text that not only explores the basics 
of hospital acquired infections but 
also answers many of the frequently 
asked questions about its prevention 
and control. It has also been designed 
to develop the readers understanding 
beyond implementation. It sets out to 
present the fundamentals of hospital 
infection, explore understandings, 
examine new and emerging issues, 
current challenges in the field, and 
suggest ways of dealing with some of 
the many concerns. This book is a 
vital resource for medical 


undergraduates, postgraduates, 
medical teachers, clinicians, hospital 
administrators, nurses and other 
health professionals to enhance the 
knowledge and capabilities of health 
professionals of all disciplines. 
Forthcoming Books 

• Fundamentals of Problem 
Based Learning 

• Essentials of Disaster 
Management 


meet the professor 


Born in a small Village Magam , Tehsil 
Handwara (J&K), Dr Asadutlah Lone received primary 
education in Magam till 7*. Class in the "Middle School", 
Handwara. Did his next three Classes from Hari Singh 
National High School Baramullah (J&K). Constituted the 
last Batch from SP Colege, Srinagar, attached to the 
Punjab University, Lahore for his FSC degree .Left for 
Pakistan at (he age of 17 years to join King Edward 
Medical College, Lahore, in 1948. Completed MBBS in- 



/ 95 J. DLO in 1955 and MS in 1962. Was the first teacher of ENT to Liaquat Medical 
College Hyderabad Sind (Pak) in 1956 and the first registrar in ENT at Myo 
College Lahore. Held various posts (See below) and retired as dean PC MI Lahore 
In September 1990. Recalled by the Government of Punjab (Pak) Decemhpr IQOfi ^ 

J rt 1 | < fi * * * / i XO t(J 

member Public Service C ommisston. 

Dr. Asad Ullah Lone visited Kashmir in 1970 after having left in 1948 his 
subsqu ents visits to this p lace were in / 985 and200J. 

Name : Dr. ASAD ULLAH LONE - 

Date of Birth:- 9* September, 1930 

Address:- 17A,Model Town,Lahore,Pakistan 


Educational Qualifications; 


MBBS King Edward Medical College,Lahore 

DLO Punjab University, Lahore 

MS Punjab University, Lahore 

FCPS Pakistan College of Physician & Surgeon ,Kasu!li 

TrainingAbroad 

Columbo planfellowship, NewSouthWales, Austra!ia( 1960-61):As 
reseach registrar .Work thesis on Surgery of Deafness. 


Columboplan fellowship University of Toronto (Canada) 1969-Surgery of 
theEar,Labrynthin Physiologyand Audiology 
Special Interest: Micro-otology 

Posts held: 

Professor ENT 

Multan Medical College 

Fatima Jinnah College for women Lahore 

King Edward Medical College Lahore. 

Dean Postgraduate Medical Institute Lahore till September 1999. 

Other Positions:- 


Served as Member Punjab Public Service Commission (Pakistan) on a 
three year contract from 11-12-1998 to 10-11-2001 and latter as chairman. 
Academic & Other Activities: 

Member Pakistan Medical and Dental Council (PMDC)(1987-1990) 

Member Board of Studies in Medicine Punjab University Lahore (1988- 
1998) 

Chancellor Pakistan College of Physician & Surgeon.Lahore (1988-1998) 
'Supervisor of FCPS -Fellow College of Physician & Surgeon (ENT) 
Examiner ENT both at Underguade & post graduate level 
During his last visit to Srinagar he had this to say about JK-Practitioner- 
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As we go to the prest we hear the sad news of the demise ofDr.Asad Ullah Lone. The 
Editorial board of JK-Practitioner deeply condone the death of this eminent 
personality,May his soul rest in peace. Prof Mohd. Lateef HOD ENT & Head and Neck 
Surgery Govt. Medical College Srinagar & his Coliegues in the Deptt, also express heart 
felt Condolances on the demise of Dr. Asadullah Lone. 
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The First Supplement to JK-Practitioner 

I raumatic StrcssrSourcc Symptoms & Solutions. 
South Asian Experience 
Supplement to Jk-Practitioner. 

Supplement I Volume 13,2006 


> Department of Veterans Affairs 
National Center for PTSD 


Dear Dr. Abbas. 

We were delighted to receive the rt 
JK-Practitioner devoted to ‘Traumatic Stress 
<& Solutions : South Asian Experience". We * 
indexing its contents in the PILOTS Database 
the worldwide psychotrauma literature. To fa 
able to provide us with the article abstracts ir 
direct us to an online source for them ? 


Fred Lemer. D.L.S. 

Information Scientist 
National Center for PTSD 
VA Medical Center (116D) 

White River Junction. Vermont 05009 USA 
Phone(802>296 5132 
Fax (802) 296 5135 

Internet <fred.lemcr(rtdartomouth.edu> 
Website <www.ncptsd.va.gov> 


The first supplement to JK-Practitioner is 
published.We are encouraged to see the overwhelming 
response to this publication from the scientific 
community. Within no time, the request by the 
National center tor PTSD (USA) to index and abstract 
its contents in the PILOTS Database has been a sense 
of pride for the editors. The National Center has 
emerged as the world's leading research and 
educational center of excellence on PTSD and the 
PILOTS database is their online index to the world 
psycho trauma literature 

The leading lights in Psychiatry both domestic and 
International have pleasant words for us. 

The supplement presents the research carried out by 
Dr.Mushtaq A Margoob (Guest Editor for the issue) 
and his colleagues on various aspects of Traumatic 
Stress. Traumatic stress has its various forms and can 
v ictimize anyone, be it a child, an adult or the doctor 
himself..DrMagroob's inroads into these various 
dimensions of this disorder is thought provoking and 
should go a long way in our understanding and 
management of post traumatic stress and disorders 
related to it. This scholarly document should prove of 
immense help to the researchers .doctors.mentai health 
professionals, policy makers and social scientists. 
Full text of articles are available online at 
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In tandem with advances in grey scale ultrasound like tissue 
harmonic imaging, colour Doppler has had tremendous force-multiplier 
effect in detecting hepatic diseases especially those of heamodynamic 
nature, obviating need for invasive vascular procedures with their attendant 
risk of morbidity and mortality. 

Colour Doppler is based on the principles of colour coding of the 
frequency shifts which occur with blood flowing towards or away from a 
transducer. The frequency shifts can be converted into velocity 
measurements and audible sound simultaneously giving a real-time scene 
and sense ofchanging heamodynamics. 

Two most common vascular disorders affecting liver are portal 
hypertension and hepatic venous obstruction. Other less common lesions 
like hepatic arteriovenous fistulas, aneurysms and vascular tumors etc also 
lend themselves easily to interrogation by colour Doppler. 

Portal hypertension : 

It can result from increased resistance (most common) or increased 
flow. In either case there is enlargement of extrahepatic portal vessels and 
open ing up of spontaneous porto-systemic collaterals. 

Various grey scale measurements suggesting enlargement of portal 
veins vary from 10mm (Webb et al 1 ) to 17mm (Cottone et al*), varying with 
the populations studied and the stage of the disease even though some 
authors have reported patients with alcoholic cirrhosis where despite 
presence of large collaterals, portal vein measured between 10-12 mm\ The 
same applies to measurements of splenic and superior mesenteric veins 
which also vary from one series to other with some authors like Weill 
suggesting that a caliber of splenic vein of 20mm or greater be considered a 
specific sign of portal hypertension*. 

Loss of normal respiratory phasicity in splenic and superior 
mesenteric vein is relatively more specific sign of portal hypertension', as 
the increased intrahepatic resistance minimizes dilatation of portal vein 
during Val Salva's maneuver. 

Doppler not only clarifies doubtful real time images but also 
provides new insights e.g in chronic portal vein thrombosis when the portal 
vein is small and reflective, Doppler of portahepatis reveals no evidence of 
blood flow. Colour Doppler best demonstrates the continuous low velocity 
flow when cavernous transformation of portal vein has occurred(fig 1). 
Similarly partial thrombosis appears as absence of colour signal even when 
the thrombosis is anechoic(fig 6). In some cases, Doppler ultrasound is more 
accurate than arterioportography which can erroneously suggest portal vein 
thrombosis when there is reverse flow in a patent portal vein". In one series 5- 
8% of patients with portal hypertensions had reversed flow 1 . Hepatofugal 
flow is associated with decreased risk of variceal bleeding, however it 
doesn't predict survival*. Hepatofugal flow in splenic vein has proved to be 
closely related to hepatic encephalopathy. The reversed flow is easily 
detected in colour and spectral doppler when the colour in vessel is reversed 
and spectral trace lies below the baseline. The heamodynamic response to 
elevated sinusoidal pressures results in reduction of mesenteric arterial 
pressure thus maintaining the portal hypertension. The dilatation of 
intestinal arteriolar bed results in decrease in pulstality index in SMA and is 
closely related to development of varices", (fig 4,5). 

In parallel with these effects there is increase in hepatic arterial 
impedance indices correlating with increase in sinusoidal resistance 
The portal flow volume can be measured by multiplying time averaged mean 
velocity calculated from mean doppler shift and cross sectional area of the 
vessel". However certain guidelines have to be followed to maintain the 
accuracy and reproducibility of portal blood flow measurements like sample 
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Introduction 

The small bowel is a marvel of complexity and r ■ 
Amongst the disease processes involving the small bowel obstruct 
represents the most difficult and vexing problem that a surgeon ^,'' ' 
Correct diagnosis, optimal timing of therapy and the aDnronriatP .r aCCS ’ 
are very challenging. One should embrace^ philosophy of NevcTb^h' 
sun set or rise towards treatment for the patients with xm-.ii e K 
obstruction. Though the knowledge of this dreadful malady daTe bacT, 
antiquity. ,t still taxes the diagnostic ability and clinical jud-memor 
surgeon to a vety high degree ''. In fact there are vetv few n'rnhi" ' 
surgical physiology, which have earned greater attention ill m '.T " 
associated with intestinal obstruction". Intestinal obstruction i, responsible 
for approximately 20% of surgical admissions for acute abdomnl 
conditions The small bowel is involved in 60-80% of cases ofinlesdn-d 
obstruction. In spite of advances in imaging and a better understanding 
the pathophysiology of the small bowel, it’s obstruction is still frequentk 
misdiagnosed . Despite advances in the treatment of this condition it? 
attendant mortality is still high and remains in the range of 5% to 11% C 

Small bowel obstruction is a common problem seen in children of 

obVtrurtion^"''’ r o' he t Ca r S ^ ° f WOrl ” Oscariasis) 

obstruction . Group of patients who report with ascaridial obstruction 

are very alarming and challengeable for the surgeon because of fe-ir nf 

strangulation and intestinal gangrene and their migratory habit and ten den rv 

10 explore orifices and ducts leading to a variety of other dan«erous 

complications and poor prognosis" M . So this problem cannot be ignored 

while treatmgthecasesofsniall bowel obstruction. b 

In a society like ours, most of the children admitted with 
mechanical small bowel obstruction are from rural areas who usually 
present late because they are either mismanaged in peripheries and referred 
to us late or they report late because of ignorance and illiteracy and usually 
present as complicated intestinal obstruction. So it is the need of hour to 

avoid this dreadful condition to occur, and manage these cases at the earliest 
Types of obstruction 

Small bowel obstruction is mainly of two types' ” Mechanical or 
Dynamic obstruction and Functional or Adynamic obstruction. Mechanical 
obstruction means that luminal contents cannot pass through the gut tube 
because the lumen is physically blocked or obstructed, whereas functional 
obstruction means that luminal contents fail to pass because of disturbances 
in gut motility that prevent coordinated transit from one region of the gut to 
the next. This latter form of obstruction is commonly referred to as ileus or 
pseudo-obstruction 1 *. 

Causes:- 

Small bowel obstruction is the commonest surgical emergency 
encountered in childhood ranks high in importance as an acute surgical 
catastrophe in infancy and early childhood. The pathological leading points 
such as polyps. Meckel's diverticula and intestinal duplications are'seen in 
5% of the total number of intussusceptions 1 '*. 

Volvulus*’.of the small intestine is an infrequent cause of small 

bowel obstruction. It usually occurs in the lower ileum, and is favoured by 
the presence of an adhesion passing from the antimesenlric border of an 
intestine loop to the parieties. 

Adhesions (postoperative or postinflammatory) causing 
intestinal obstruction are not infrequently encountered in pediatric surgical 
practice. However, some intestinal obstructions result from bands that are 
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^^mnants of described embryologic structures and 
it show an association with a previous intraperitoneal 
<f° n ° postoperative adhesions giving rise to intestinal 
iti Cl i° n usually involve the lower ileum. The risk of 
P* jne an adhesive small bowel obstruction is greater 
^ there was more than one prior peritoneal procedure, 
tfh nvhen. during this prior procedure, there was already 
•mnitis* In the literature, there is disagreement about the 
P crl ' cV of postoperative mechanical small bowel 
<ion in children". 

& Hernias'' give rise to intestinal obstruction when 
ir ce rated. In children inguinal hernias are commonly 
“JTirucied and there are high chances of strangulation or 
° stimil gangrene. The postoperative complication rate is 
"’'l* than 20 % in incarcerated cases as compared with I to 
Sin elective procedures. 

Ascaris lumbricoids is the most common intestinal 
j te encountered in India"'. Worm obstruction due to 
f caris lunibricoides is one of the most common causes of 
- testirial obstructionin children, usually under 10 years of 
111 * Ascariasis remains a formidable problem in India, as a 
fuV has shown that stools of more than 70% of children 
Lye round worm ova*. In the Kashmir valley, the incidence 
t ascariasis was observed as 85. t % of the total helmcnthic 
0 ^protozoal infected cases. It affects mainly children from 
Iral areas, low income groups whose standards of public 
health and persona! hygiene are at the lowest"'" l2, \ It is the 
h,o mass of worms which causes mechanical bolus 

obstruction in the small bowel" u . 

The less frequent causes of small bowel 
obstruction in children include congenital cysts {e.g. 
enterogenous cyst) and tumors (e.g. non-Hodgkin 
lymphoma). 

Although the exact incidence figures are not 
available, there is probably not a day that goes by in which 
anv busy clinical abdominal surgeon does not at least once 
consider a possible diagnosis of small bowel obstruction. 
Symptom ology:- 

The cardinal symptoms that characterize 
mechanical small bowel obstruction include abdominal 
pain (colicky), vomiting, abdominal distension and 
obstipation (failure to pass flatus and faeces)' " 1 ''. Initially 
pain tends to be diffuse, poorly localized, episodic and 
crampy in nature. However with the onset of bowel 
ischemia pain becomes constant. Vomiting occurs early in 
proximal small bowel obstruction but may be absent or 
develop late in distal obstruction. Character of vomitus also 
differs as far as the site of obstruction is concerned. It is 
bilious in high obstruction and can be feculent in distal 
obstruction. Visible peristalsis may be seen in thin patients 
while in others distention may be prominent which is 
usually centrally placed. Abdominal auscultation usually 
reveals periods of increasing or crescendo bowel sounds 
with the abnormal bowel borborygmi of tinkles, splashes 
and rushes that coincide with the abdominal colic. 
Investigation 

In addition to a verv careful and thorough history 

- W v 

and physical examination, all patients require baseline 
laboratory studies, including a complete blood count, serum 
electrolytes, and a flat and upright plain film of the 
abdomen, as well as any other specific tests that might be 


suggested by the patient's history or concomitant medical 
problems 2 Plain radiograph of the abdomen is an 
important diagnostic too. The cardinal findings include 
dilated loops of small intestine on the supine radiograph and 
multiple air-fluid levels, which often layer in a stepwise 
manner on erect radiograph or lateral decubitus film. In 
general, dilated loops of small intestine are defined as those 
larger than 3cm in diameter". When doubt remains contrast 
studies of the gastrointestinal tract. USG & CT can help in 
diagnosis. 

Patients with partial small bowel obstruction may 
be treated conservatively with resuscitation and tube 
decompression alone 2 21 . In general the patients with 
complete small bowel obstruction require operative 
intervention'". 

Certain criteria have been proposed for the 
surgical intervention in patients with intestinal obstruction 
(esp. ascaridial obstruction), the two important being- 
Dayalan’s& Louw’s respectively. 

Deciding about surgical intervention:- 

A casual perusal of the literature of antiquity 
suggests that bowel obstruction and its poor outlook were 
known to the ancients. Persistent vomiting accompanied by 
pain and abdominal distention were treated by Hippocrates 
with enemas and inflation of the rectum by means of a 
bladder attached to a pipe". The earliest reasonable 
authentic report of operation for intestinal obstruction is 
that of Praxaszoras (3‘ to 4 centurv D.C.) who created an 
enterocutaneous fistula to relieve obstruction' \ 

Until the late 1800s, non-operative management 
of these patients was the rule. In publishing his prize 
winning monograph of 1899, Frederick Treves included 
such conventional procrastinating treatments as posture and 
taxis, opium, purgation (A measure he least supported), 
administration of metallic mercury, electricity, enemas, and 
inflation of the bowel with water, air and other gases. He 
listed, without endorsement, puncturing the bowel with a 
Fine needle or trochar and mentioned too. the more 
dangerous procedure of enterocentesis, in which the trochar 
and needle is left in the bowel for varying periods of time for 
temporary decompression or with the hope of establishing 
an external fistula'. 

In the 19 century, surgical procedures became 
more frequent for intestinal obstruction. The 2 j decade of 
the 20 - century saw the development of radiographic 
techniques for the diagnosis of intestinal obstruction. The 
1930s marked a beginning of the new era in the 
management of intestinal obstruction with the application 
of suction to indwelling gastroduodenal tubes. Antibiotics 
were employed to the treatment of intestinal obstruction in 
1940s and 1950s. 

The rapid scientific advances made after the first 
and second World Wars led to a better understanding of the 
pathophysiological aspects of intestinal obstruction and in 
turn to the concept of the rapid correction of patients 
physiologic deficits before any surgical intervention. The 
result was a decrease in the mortality but since then, the 
problem of morbidity remains unresolved despite a 
satisfactory decrease in the mortality. That intestinal 
obstruction is due to multiple causes has been established 
by many studies 11 Furthermore, major causes of 
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intestinal obstruction vary from country to country and at 

times within smaller geographic areas'. 

The modem day surgical management of small 
bowel obstruction continues to focus appropriately on 
avoiding operative delay whenever surgery is indicated 
“Frederic Treves” of the London Hospital, in his 
monograph of 1899 said, “It is less dangerous to leap from 
the Clifton Suspension Bridge (250-275 feet above the 
Avon River) than to suffer from acute intestinal obstruction 
and decline operation”'. The wisdom of the adage “never let 
the sun set or rise on a small bowel obstruction” remains a 
most practical guideline whenever any uncertainty exists 1 . 

The most important complication, which has been 
constantly bothering the surgeons, in intestinal obstruction, 
is strangulation, when the urgent surgical interference 
becomes mandatory, but it is not always possible to decide 
preoperatively about the presence or absence of this 
gruesome compIicaitt>n/ l,s ~ w . The high mortality rate 
associated with this jeopardized vascularity of the gut is 
quite well known. 

Prompt recognition of the need for operative 
intervention when clinically indicated remains the 
cornerstone of the modem day surgical management of 
acute small intestinal obstruction*. 

Louw (1966) 5 studied the abdominal 
complications of Ascaris lumbricoides infestation in 
children aged 1-12 years. He found intestinal obstruction 
as the commonest complication (in 68 out of 100 patients). 
In the majority- of cases the obstruction was incomplete and 
responded to conservative therapy, but in about one-sixth 
there was complete occlusion or strangulation due to 
intraluminal blockage, intussusception, volvulus or 
associated bands. In 2 cases worms per se caused necrosis 
of the intestinal wall. He concluded that the treatment 
should be conservative in the first place, but laparotomy 
should be performed in the following circumstances:- 

a) The passage of blood per rectum. 

b) A very ill child with tense abdominal distention 
and rebound tenderness. 

c) The presence of multiple fluid levels on 
abdominal radiographs. 

d) Unsatisfactory response to conservative therapy. 

He also concluded that the worms should be 

dispersed without opening the bowel, but there should be no 
hesitation to resect bowel when necessary. 


b) 

c) 

d) 


Dayalan el al (1976) ; studied the pattern of int—•—* 
obstruction with special preference to ascariasis The «!1f' 
comprised of 2295 eases of intestinal ascariasis,udi I! 
reu-ospectwely for nine years. Out of these 2295 casefl so 
(’ /») were classified as having ascaridial obstruction Som’ 
guidelines for recognition of failure of consent 
management and hence indication of surgenTw^ ! 
down, which included: S ^ Were 

a) Persistence of mass in the same site or fixity of ,h 

mass for more than 24 hours. y°>thc 

Persistent abdominal pain and tenderness 
Rising pulse rate in the absence of any mass 

obstruction. 111 ° f Pr ° P<>r,i0n '° ' hC Severi * of 

It was concluded that by using these criteria fnr 

indication of surgery in ascaridial obstruction significant 

decrease in mortality and morbidity can be achieved in 
such patients. c a, m 

Khurshid A Sheikh et al (1998); reported round worms as 
the most common cause of intestinal obstruction in childrw 
of Kashmir He presented a study of 81 cases of intestinal 
obstruction due to round worms over a period of 2 years SS 
cases were managed conservatively and 26 including s 
cases initially managed conservatively, were taken fnr 
surgical intervention as per 'Dayalan criteria Mass 
deworm ing was suggested. 

Worm obstruction is the most common cause of 
small gut obstruction in the paediatric population in this Dart 
of the world. Most of these patients are from rural areas with 
lack of health education, poor hygiene and sanitation 
poverty and low standard of living. Majority of the patients 
with worm obstruction can be managed conservatively and 
patients should be operated as per Dayalan criteria As 
worm obstruction inflicts lot of morbidity, it is mandatory 
that proper health education via mass media, regarding 
personal hygiene, route of entry of the parasite and periodic 
deworming of the children is imparted, so as to reduce the 
incidence of this problem in our society. Further also it 
accounts for a large number of hospital admissions in our 
institution and the consequent high economic burden on the 
state, therefore again it is important to start the health 
education regarding prevention of this infection right from 
the admission of such patients, as this is the best time when, 

they and their relatives are very much receptive to the health 
advise. 
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Personnel monitoring at Sher-i-Kashmir Institute of Medici 
Sciences —twenty years experience. ca 

Wajahat H. Andrabi, S. K. Koul, M. Mohib-ul Haq, Sajjad Sarwar, A. G. Sofi 


Abstract 

In the present investigation, an attempt has been made to study the radiation exoo^uro r . 
occupational as well as non-occupational workers at Sher-i-Kashmir institute of Medical Science* r I im* 
Soura Srinagar. The radiation safety group of radiological physics and bio-engineering de D artmin. S) ’ 
facilitated with a well equipped radiation safety laboratory. This group is assigned the iob of oertnn . Is 
area monitoring since 1982. Every radiation worker is provided with regular TLD’s for chest/wrists ° a and 

Analyzing the data on 130 occupational and non-occupational personnel workina in 
departments utilizing ionizing radiation for diagnosis and treatment (cardiology qastroentPrru Ve " 
immunology, nuclear medicine, radiological physics and bio-engineering radiotheranv ° 9y> 
radiodiagnosis), the average cumulative lifetime dose received by workers has been determined Th d 
maximum average cumulative lifetime dose received by a worker has been reported in the deoartma * , 
nuclear medicine (-17.193 msv), which is well within the permissible limit This is followed bvth 
department of radiodiagnosis where the dose received is 9.837 msv. In the remaining departments mL1 , 
the workers (-95%) receive the average cumulative lifetime less than 8 msv. The maximum averaae an* ° 
dose received by the doctors and technical persons have been analyzed separately The maximum avera 
annual dose received by a doctor is 1.06 msv in the department of nuclear medicine. The maximum avera 96 
annual dose received by a technical worker is 1.89 msv in the nuclear medicine department which is wn 
below the permissible limit. Constant monitoring, education of the workers and strict adherence to th 
radiation protection rules and safety measures have yielded the above results. ine 
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Introduction ' "—- 

The main motivation behind the study of radiation exposure of the 
occupational and non-occupational workers is to maintain an environment 
both at work as well as in the outside world where the level of radiation i 
relatively safe for the human beings. To achieve this goal of radiation 
protection, the Intel national Commission on Radiation Protection (ICRPi 
has suggested that the radiation dose to an individual must be kept as low as 
achievable' \ 

At present, a huge number of X-ray machines arc already at work 

^ ^1 ^1 ^ ^ I in the market for use. Besides the 

radiation employing centers also get increased. The number of radiation 
workers also keeps on increasing with the increasing number of facilities It 
has therefore, become very essential to have a centralized radiation 
laboratory at all these centers to take care of radiation hazards, evolution of 
radiation doses to both the workers and public and the measures to control 
the radiation leakages unnecessary radiation exposures'. Evaluation of 
radiation dose received by the workers is referred to as personal monitoring 
and it plays an essential role in the protection of occupational radiation 
workers. It measures the quantity of radiation to which a worker is exposed 
through the use of thermo-luminescent dosimeter (TLD)/film badge. The 

TLD is one of the common devices used to estimate the level of radiation 
exposure to a worker. 

At Sher-l-Kashmir Institute of Medical Sciences (SKIMS). Soura, 
Srinagar, which is a 600 bedded hospital 4 , only one of its kind in the state of 
Jammu and Kashmir, the ionizing radiation sources include X-ray plants, 
sealed and unsealed radioisotopes used for diagnosis, treatment and 
research. These departments are cardiology, gastroenterology, immunology, 
nuclear medicine, radiological physics and bio-engineering, radiotherapy 
and radiodiagnosis. In all these departments, the personaf monitoring is 
based on the program, which was established in its present form in 1982'. 
Extreme care is being taken to ensure radiation safely standards in all the 
above mentioned departments. 

Keywords . Personnel Monotoring, Radiation, dosermo-luminescenl dosimeter (TLD) 
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The radiological safety group of radiological 
ics and bio-engincering is facilitated with a well 
dipped radiation safety laboratory. This group is assigned 
^ [oh of personal and area monitoring to ensure" the 
tuition safety and protection at SKIMS!" The concept of 
rme D' stance and s,lie,dln S help in attenuation and 
•rtimization of levels of radiations, thus bringing very 
'^nse to the principle of A LARA". 

l * In this study, the data on 130 personnel working in 
above mentioned departments has been analyzed. The 
, ults 011 avera » e cumulative lifetime and the maximum 
^crage annual dose received by the workers during the last 
aV ‘,v years in different departments of the institute are 

^sealed. 


P 


Material and Methods 

The radiation safety group of the radiological 


ohysics and bio-engineering department is facilitated with a 


equipped radiation safety laboratory. T his group is 
„rci<»ned the job of personal and area monitoring to ensure 


the radiation safety at SKIMS. Every radiation worker is 
roistered with the radiation safety laboratory for routine 
monitoring. Every worker is facilitated with thermo¬ 
luminescent dosimeters (TLD) for wrists and chest with his 
identity number written on it. The TLD, film badge and 
pocket dosimeters are used all over the world for the 
measurement of radiation exposure to the radiation 


workers. 

All the workers wear TLD at proper places during 
their work in the radiation prone areas of the institute. After 
^ery three months, the TLD's are returned to the radiation 
safety laboratory' and fresh ones are obtained. Special boxes 
, ar e used to keep these TLD’s safe from any misuse or 
overuse. These TLD’s were sent to Bhabha Atomic research 
Centre Mumbai (BARC) for analysis and results. Now 
these TLD’s are being sent to the Renentech Laboratories 
private Limited on the recommendations of BARC. The 
radiation safety laboratory keeps a record of the radiation 
exposure of an individually monitored person integrated 
over a calendar year and over the entire period of his stay at 
the institute for further statistical evaluation. 


Results and Discussion 

As permitted by ICRI V ? the effective dose limit for 
uniform whole body exposure for occupational as well as 
non-occupational workers during the five year block is 100 
msv, which means 20 msv per year on an average, with an 
additional condition that the dose in any single year should 
not exceed 50 msv. However, the Atomic Energy Regularity 
Board (AERB). Government of India on the 
recommendations of 1CRP has set a dose limit ol 30 msv in 
any one year. 

To see if the radiation doses received by the 
workers at our institute fall within the permissible limit, we 
plot in Fig. I the average cumulative lifetime dose received 
by a worker in various departments. From the figure, it can 
be observed that the maximum average cumulative lifetime 
dose is received in the department of nuclear medicine, 
which is 17.193 msv. This is what is to be expected as the 
handling of open sources in nuclear medicine department 
adds more and more to the overall and average values ol 
radiation exposures. The second highest average 
cumulative lifetime dose received is in the radiodiagnosis 


department, where the observed dose is 9.837 msv. In the 
remaining departments, most of the workers about 95 
percent receive the average cumulative lifetime dose less 
than 8 msv. It may be pointed out here that in the 
departments of radiodiagnosis and gastroenterology, the 
trend of radiation dose received by the workers during the 
last few years has increased. This is due to the use of C-arm 
in these departments. 

In Figs. 2-8, we plot the average annual dose of 
each worker in the above departments in order to investigate 
the annual radiation exposure of the workers. From these 
figures, it can be seen that in all the departments, the average 
annual dose for individual workers is well below the 
permissible dose recommended by International 
Commission on Radiation Protection (ICRP). In the 
department of cardiology, the maximum radiation dose 
received by a worker is 0 82 msv. Similarly, in the 
departments of gastroenterology, immunology, nuclear 
medicine, radiological physics and bio-engineering, 
radiotherapy and radiodiagnosis, the maximum average 
annual dose received bv anv worker are 1.56. 0.49, 1.89, 
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Table 1. Maximum average annual dose received by a doctor and a technical person in seven radiation using 
___departments at SKIMS._____ 


DOCTOR 

TECHNICAL PERSON 

yVofker ID 

No. 

Department 

Average 

Annual 

Dose (msv) 

Worker ID ! 

No. 

Department 

Average 

Annual 

Dose (msv) 

~^ 362 ~ _ 

Cardiology 

0.32 

322 

Cardiology 

082 

■^340^ 

Gastroentrology 

0.83 

151 

Gastroentrology 

1.56 

"02 _ 

Immunology 

0.11 

376 

Immunology 

0.13 

' 94 

RP&BE 

0.49 

104 

, RP & BE 

1.46 

271 

Nuclear Medicine 

1.06 

48 

Nuclear Medicine 

1.89 

' 35£T _ 

Radiodiagnosis 

0.37 

24 

Radiodiagnosis 

1.87 

' 344~ 

Radiotherapy 

0.58 

225 

Radiodiagnosis 

0.75 


, 45 ,0.75 and 1.87 msv respectively. From Fig. 5, it can be 
seen that the average annual doses received by the 
technologists in the department of nuclear medicine are 
relatively higher but within the permissible limit than the 
other workers of the department. This is because they are 
working with the open sources during the processes of 
separation solvent extraction, purification and patient work 
• a radioisotope hot laboratory of the department. This 
needs a special attention and care. 

Fig. 6 shows that one worker from radiological 
phvsics and bio-engineering has received higher dose than 
the other workers. On analysis it was found that the 
concerned radiation worker has served in the department of 
nuclear medicine for a long period of his service. Further 
from Fig. 8 , it can be observed that a few workers from 
radiodiagnosis department are not showing compliance 
with their colleagues. This is attributed to their fluoroscopic 

work in the department. 1 

Table 1 presents the maximum average annual 
radiation dose received by the doctors and technical persons 
from the seven ionizing radiation using departments. From 
the table, it can be seen that the maximum average annual 
dose received by a doctor is in the department of nuclear 
medicine, which is 1.06 msv. Further, the maximum 
average annual dose received by a technical worker is 1.89 


msv and the worker again belongs to the department ot 
nuclear medicine, however, in both the cases the received 
dose is less than 2 msv, which is well below the permissible 
limit. It is worthwhile to mention here that the study makes a 
point for authorities to become cautious for the workers of 
nuclear medicine department. Although the doses received 
by individual workers in this department are well below the 
allowed limit, yet needs a special care to further strengthen 
the principle of As Low As Reasonably Achievable. 

Conclusions 

From our systematic study of radiation exposure to 
the radiation workers working in various departments of the 
institute using ionizing radiation for diagnosis and 
treatment, it is observed that all the radiation workers have 
received the radiation dose well below the permissible 
limits, thereby indicating good protective measures taken 
by the institute authorities vizdesign and construction ofthe 
ionizing radiation facilities in collaboration with AERB and 
following the radiation protection rules of Government of 
India strictly. 

Further properly trained radiation workers and 
constant monitoring by the centralized radiation safety 
laboratory with all the facilities for area surveys, radiation 
emergencies and personnel monitoring helps in maintaining 
the highest safety standards. 
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Profile of Liver Trauma 


Shakeel A. Mir, M.S., Ghulam Q. Peer, M.S, FICS ,Faz! Q. Parray, M,S 



Abstract 


The aim of this study was to understand the profile of liver trauma in Kashmir which was struck s , 
recently and the influx of liver trauma patients also increased. A prospective as well as a retrospective 
was conducted on 200 patients of liver trauma at Sher-i-Kashmir Institute of Medical Sciences which is ^! Udy 
care hospital of the valley. Total of 200 patients were analysed. Age ranged from 1 year to above *n en ' ar * 
Mean age was 24.25±12.84, males: 179, females: 21. MF=8 5:1 blunt trauma™ 45% penefratina ?n^ arS 

btc f R i 9 ^ 0bewasthe commonest site (76%). revised trauma score (RTS) ranged from 1.15-7 84 wi h 
RTS of 5.61, injury severity score (ISS) ranged from 11-50, mean: 29.04+10.47. 41.5% of Datientc Hoh « 6 ? n 

IV, 35% grade III. 12% grade II and 11.5% grade I injuries. Commonest associated intra-abdominal iniuiv^ 6 
small gut (44.5%), followed by colon (31.0%). 64% of patients underwent hepatorrhaphy. Loh(J?nr*f S f 
segmentectomy was done only in 3% of cases. Overall complication rate was 34.5%. Overall mortalih/i ^ 
42% and hepatic mortality 23.5% only. Lobectomy /segmentectomy had 50% mortality wh*ro* S 
hepatorrhaphy had only 16% mortality. 80% survival was seen in patients with RTS of 6.53-7 84 with D-valupf 
<0.001. 95% survival was seen in patients with ISS of 11-15 (p-value of <0.001). Grade JV trauma had 3fi AoJ 
mortality whereas grade I had 0% mortality (p-value 0.004). It is concluded that liver injury is a serious comnia 
and difficult injury to deal with. Cause of death is multifactorial. Complication rates are also high. Eariv 
effective resuscitation with fluids and blood as well as proper application of surgical options and effective 
postoperative care can further improve the outcome. ve 
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INTRODUCTION 

Liver injury is the second leading cause of death due to blunt trauma 
and commonest organ to get injured in penetrating injuries. It is the leading 
cause of death among people of 1-36 years.’ Liver injuries can be isolated 
but is usually associated with injuries to other organs. Among liver injuries 
injuries to the portahepatis, hepatic veins and retro-hepatic venacava are 
less common but most difficult to manage in non- specialised centres. It is 
the liver parenchymal injury, which is more commonly encountered. 1 

Based on World War II experience Madding and Kennedy 
recommended liver resection as the primary treatment of major liver 
trauma. They also noted highest mortality in combined injuries of liver and 
colon getting injured simultaneously. During the next few years the 
management of liver injuries continued to evolve and certain modalities like 
hepatic labectomies, intra hepatic packings, deep mattress sutures and 
hepatic artery ligations were discouraged due to mortality of more than 
50%. Hepatonhaphy and debridement was found to have more survivability 
though complications were high. Therefore packing was reintroduced in 
1980’s.’ 

Experience with hepatic injuries provided by the military surgery 
continued in the later wars. The 27% mortality in World War II reduced to 
14% in Korean War and 8.5% in Vietnam War . u 

More recently, two significant events have changed the approach to 
hepatic trauma. They are: a) Understanding of segmental anatomy of 
liver, which enabled selective hepatic resections and b) Liver transplant 
operations. 

Nowadays seven basic techniques are used in the operative 
management of liver injuries: 1) Suture, 2) Inflow occlusion 3) Packing, 
4.Hepatic artery ligation, 5)Resection, 6) Mesh hepatorrhaphy and 7) Atrial 
caval shunting. 

MATERIAL AND METHODS 

The study was conducted from December 1982 to December 1998 
(retrospective study) and January 1999 to Dec. 2000 (prospective). There 


Key words: Liver trauma, lobectomy, packing, hepatorrhaphy 
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, in retrospective and 40 in prospective 

5 tu dy was conducted in the department of General 
sI ° d er\' at SKIMS Soura, Srinagar. 

t^ntc u/nrn 


AH 


the patients were admitted in accident and 

nt / it » . i 


enC y department of SKIMS with abdominal trauma 
# lnlvtrauma. Relevant brief history and examination 

pvv __*:__•. , , 


or 


din°s were recorded ’ P atients resuscitated as per the 
D A11 base line investigations like haemogram, 

I Sfolucose, KFT, electrolytes, blood grouping and other 
! V van t investigations like USG abdomen and DPL/Four 
i * !drant aspiration were done as per the need and protocol, 
r tanus prophylaxis was given to all patients. Patients who 
‘ e re haemodynamically stable, were monitored strictly 
" Jany change in haemodynamics were attended to as per 
^ The following parameters were recorded in all 
nC fients at the time ot admission: 1) Level of consciousness, 

V^Pnkt 1 anH hlnnH nrpccnrp 


P 3 -'.'_.u;no 5 3)Pulse and blood pressure, 4) Glasgow coma 

* m * * v & * * 


' - - o-- 

ore, 5) Abdominal signs, 6) Associated injuries, 7) 
Paracentesis /DPL (+ or-), 8) Assessment of revised trauma 
r e (RTS) and 9)Assessment of injury severity score 


1 ‘ patients with penetrating injuries or with shock were 
mmediatcly taken to operation theatre for exploratory' 
laparotomy niter resuscitation. All other patients were 
observed and monitored strictly for vitals and further 
investigations were ordered. They were subjected to 
surgery only if their investigations or physical findings 
suggested so. Laparotomy was carried out through a 
midline incision. At Laparotomy, site and extent of injuries 
were noted. Liver injuries were graded according to Moore 
, a |; Other intra abdominal injuries were also noted. 
Immediate attention was given towards the arrest of 
bleeding and making the patient stable. Then the liver 
injuries were dealt with according to the severity of injury, 
by different methods like hepatorrhaphy, temporary 
packing, Pringle's manoeuvre, segmentectomy, lobectomy, 
hepatic artery ligation etc. However in emergency our 
primary aim was to control bleeding and make the patient 
stable by the minimum possible intervention. Other 
associated intra-abdominal injuries were also dealt with 
accordingly. 

Due attention was also given to the other associated 
extraabdominal injuries. After surgery' patients were 
shifted to postoperative ward or SICU. Patients were 
managed on I/V fluids, antibiotics and analgesics. 
Investigations like haemogram, KFT, blood glucose, 
electrolytes, coagulogram, LFT and USG abdomen were 
earned out regularly' till the patients recovered fully. In all 
patients revised-trauma score and injury- severity score 
were also noted down for analysis. 

In the retrospective group also the above parameters 
were noted from the records. Patients with incomplete 
records were excluded from the study. Follow up was 
complete approximately in 82% of the patients for a period 


of3-6 months. 

RESULT 


The study being a retrospective as well as 
prospective study, a total of 200 patients were included in 
the study; retrospective 160 and prospective 40 patients. 
Most of the patients were in the age group of 11 -40 yrs. with 
mean age of 24.25+12.84, median age of 24.21. Extremes 
ofages found be to spared. Maximum patients were Males 


original article 

89.5% M: F ratio of 8.5:1. Mode of injury consisted of blunt 
trauma 90/200(45%); gun shot injuries 60/200 (30%). blast 
injury 45/200 (22.5%) and stab injuries 05/200 (2.5%). 
Gunshot and blast injuries constituted the majority i.e. (75 
%). Blunt trauma was the common mode of injury during 
the peace time. Clinical presentation of patients is shown in 
Table 1. 

The right lobe was the commonest site ot injury 
(76%), followed by left lobe was seen in 20% and 
portahepatis in 4% of cases. Hepatic vein and vena caval 
injuries were not seen in any. Revised trauma score ranged 
from 1.15-7.84 as shown in Table 2. Median range was 6.03 
& Mean range 5.61. Distributions of patients as per the 
grade of injury is shown in Table 3. Most of the patient 60 
(30%) were in the Injury Severity Score (ISS) range of 46- 
50. Highest ISS obtained was 50, where as lowest was 11. 
MeaniSD was 29.94± 10.47 and median 30.26 (Table 4). 

Out of the 200 patients, 44.5% had associated small 
bowel injury, 31% had colon injury and 13% had stomach 
injury'. Other associated injuries were; retro peritoneal 
heamatoma-9%, spleen 8.5%, duodenum 4.0%, kidney 
3.5%, panereas 2.5% biliary tract 2.5%, uterus 1.5% and 
urinary' bladder in 1.5%.42 patients had more than three 
associated organ injury. Twenty one patients had isolated 
liver injury, out of which one developed biliary Fistula 
which was managed conservatively.Table 5 represents the 
number of patients treated by different modes of 
management. Main complications encountered in patients 
of liver trauma were deranged liver function (16.5%), 
coagulopathy (18%), respiratory complication (27%) 
wound dehiscence (7%) and intra-abdominal complication 
(21.5%). The overall mortality was about 42%. Whereas 
mortality related to liver injury only was 23.5%; 18.5% of 
patients died of other causes (Table 3). Commonest cause of 
death was irreversible shock due to blood loss; 36/84 
(43%), Septicemia 13/84 (15%), severe head injury 09/84 
(1 l%).ARDS 02/84 (2%), coagulopathy 15/84(18%), renal 
failure02/84 (2%) and hepatic failure 07/84 (8%). 

When the number of deaths were compared as per the 
mode of management, Hepatorrhaphy had only 21/128 
(16%) deaths as compared to labectomy/ segmentectomies 
3/6(50%), packing only 11/30 (37%), Hepatic artery- 
ligation (33%), repair and packing (28%). selective hepatic 
artery ligation (20%) and omentoplasty 17% (Table 5). 

Revised trauma score (RTS) was found directly 
proportional to survival with p value of <0.001 - Table 2. 
Similarly ISS was also proved to be a good predictor of 
survivability' with Survival ISS =25.45+ 8.54. Expiry ISS 
=37 (81+ 8.15) t =10.2453,/.> = <0.001 (Table 2 and Figure 

I). 

Last but not the least, mortality was very 
significantly related to the Grade of liver injury. Higher the 
grade, higher the mortality (Table 3). The number as well as 
the site of associated injuries had direct relation with 
mortality, especially associated colonic injuries which 
increased mortality sharply. 

DISCUSSION 

Hepatic injuries remained a subject of interest and 

challenge to the surgeons because of the ever increasing 

violence & accidents worldwide as well as the complexity 

of the management of liver trauma. 

* — 

We conducted the study in our hospital because the 
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Table 1 


RTS 

1.15-2.49 

2.5-3.83 

3.84-5.18 

5.19-6.52 

6.53-7.84 

Total 

n s<fl.on- 


Distribution of patients according to clinical presentation 


Sympton/sign 

No. of patients 

Percentage 

Haemoperitoneum 

170 

85 

Pain abdomen 


162 

Penetrating wound 


125 

Polytrauma 

90 

45 

Shock 

80 

40 

Haemothorax 

20 

10 


Table 2 

Distribution of patient according to RTS score and survival/mortality (n=200) 

Number (%) of Number (%) of Numbe 


15(100) 

29(100) 

34(100) 

27(100) 

95(100) 

200 ( 100 ] 


Number (%) of 
patients 
13(07) 
22(76) 
18(53) 
10(37) 

21 ( 22 ) 

84(42) 


Number (%)of 
patients died 
2(13) 
7(24) 
16(47) 
17(63) 
74(80) 

116(58.01 


patients survived 


Grade of injury 

1 

II 

ill 

IV 

V 

VI 

Table 3 

Distribution as per the grade of liver injury and related mortality 

Number (%) of Overall 

patients mortality (%) 

23(11.5) 4(17) 

24(12.0) 5(21) 

70 (35.0) 34 (49) 

83(41.5) 41 (50) 

Hepatic 
mortality (%) 

0(0) 

2(8} 

13(19) 

32 (39) 

Tolal 

200(100) 

84(42) 

47(23.5) 

p=0.004 (significant) ’ . 



Table 4 



Distribution and survival In relation to injury severity score (ISS) 


ISS 

Total number of patients 

Patients survived 

Percentage 

11-15 

20 

19 

95 

16-20 

21 

19 . 

90 

21-25 

29 

23 

79 

26-30 

32 

22 

69 

31-35 

22 

13 • 

59 

3640 

7 

3 

43 

4145 

9 

3 

33 

46-50 

60 

14 

23 

Total 

200 

116 

58.00 

Survival ISS=25.45+8.54, 


Expiry ISS=37.81±8.15, 


(=10.2453, 


p=<0.001 highly significant 


Mean distribution + SD = 29.04; 

±10 

Median distribution =30.26 
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Comparison of mortality as per the type of repair 


Type of repair 

Total number of 
cases(%) 

Number of deaths 
(hepatic) 

Percentage 
of deaths 

~Hepatorrhaphy 

128(64) 

21 

16 

Packing only 

30(15) 

11 

37 

Repair and packing 

18(9) 

5 

28 

Selective hepatic 
artery ligation 

6(3) 

1 

20 

Omentoplasty 

6(3) 

1 

17 

Hepatic artery ligation 

3(1.5) 

1 

33 

Lobectomy/segmentectomy 

6(3) 

3 

50 

"Total 

200 

47 

23.50 



Injury sewsrity score 


Figure 1: Survival of patients in relation to ISS 


incidence of liver injuries grew sharply in this part of the 
world during the past one-decade or so. The surgeons felt 
the need to update the management policies viz a viz-liver 

injuries. 

Out of 200 patients of our study, about 149(74.5%) 
patients were in the age group of 11 -40yr$. with mean age of 
2425+12.84. The age distribution in our study was 

comparable with other studies.' ' 11 

Extremes of ages are spared possibly because of 
sedentary life style. Males (89.5%) out numbered the 
females 10.5%. Male to female ratio of 8.5:1. This is similar 
to the study conducted earlier. 1 ' The ratio has been less in 
otherstudies/' 1 ' Higher M: F ratio in our study is explained 
by the fact that majority of the females remain indoors. 

The commonest mode of injury in ^ t t r y 

missile injuries (52.5%, Gunshot +Blast) compared to blunt 
trauma (45%). Stab injuries consisted on ly 2.5%. 

Similar results are reported in other studies as 


elf 11 '* H except for the stab injuries which is explained by 
le fact that, stabing in not known in Kashmir. The 
icidence of penetrating injuries has also gone up because 
f the prevailing violence in the valley. 85% of patients 
resented with frank hameoperitoneum followed by pain 

. . m 1 - jr ^ A / j" 1 




rtrtnPti^fina wrtimrt in ('\ 7. rtt 


cases (Table 1). Commonest site of injury was right lobe - 
76% followed by left lobe 20%. Portaliepatis — 4%. In two 
patients more than two sites were injured. Similar findings 

were observed by W. Peter Geis et al. 

Revised trauma score (RTS) was found to be a good 


predictor of survivability and prognosis (Table 2) with p 
value of <0.001. Mean RTS was 5.61. Median 6.03. Similar 
observations were also shown in earlier studies. Injury 
severity score (ISS) was again a good prognostic indicator 
inversely proportional to survivability. Mean ISS was 
29.04+10.4 7 and medium - 30.26. Survival 

ISS=25.45+8.54 expiry ISS=37.81+8.15. ( “ 10.2453. /> 
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Laparoscopic cholecystectomy experience in the rural health 

sector of Kashmir eaiTn 


/ 


'®°' s . .. 




Abstract 


This study was conducted in the department of Surgery District Hosnitai Raramnih u u • 

consecutiv e patients who presented with symptomatic gall stores from June 2004 H rDecemblr 20OS°?h 00 
was no selection criteria andall patients irrespective of their aae sex nest I' December 2005. There 

and previous lower abdominal surgery (LSCS hvs efectomv' 1^ .cholecystitis, obesity 

cholecystectomy. However, patents 9 vl ( assodated pa.holTgy Itl chofedocSasi^ 
malignancy, uncorrectable coagulopathy and severe cardiopulmonary disease^were nonncluderi 9 in h 
Mean age of the patients was 40.03±9.9 years (range 18-70) Male to female ratio wa«\■ n °7 d tk " * he study 
was performed successfully in 90 cases (90%) 9 In 10 casIs lS a conversion to 
cholecystectomy was necessary, the most common cause being' unclear anatomv pen 

complication in our series but few minor complications, The mean operative time was 96 9 miluTes (ra°nge 45 ' 
250 minutes). The mean hospital stay was 1.8 days ± 0.46 SD (range 1- 3 days) No death occurr^n!! 45 " 
series. Our results suggest that laparoscopic cholecystectomy can be safely adopted as a gold standard for the 

treatment of gall stones and major benefits to the patient are short hospital stay, decrease postoperat ve nl 
better cosmesis and early return to work. ^ " auve pain, 
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Gall bladder disease continues to be one of the most common 
digestive disorder encountered by physicians'. Cholelithiasis affects an 
estimated 15 to 20 million people in the United States, with more than 
500,000 cholecystectomies performed each year 1 . This disease is also very 
common in our part of the country*. Laparoscopic cholecystectomy (LC) 
performed for the first in 1987 by Movret in France is now Gold Standard for 
the treatment of symptomatic gall stones*'. LC has the advantages of 
minimal wound pain, short hospital stay, good cosmesis and early return to 
work 6 . This procedure was first launched in our hospital on 7th June 2004 
making us the first Rural District Hospital of the department of Health 
Services, Jammu and Kashmir to adopt laparoscopic cholecystectomy as the 
Gold Standard for treating symptomatic gall stones. We report here our 
results during the first year of laparoscopic cholecystectomy in our hospital 
MATERIALAND METHODS 

From June 2004 till December 2005, 100 patients (21 males and 79 
females) with symptomatic gall stones underwent laparoscopic 
cholecystectomy. Diagnosis of gall stones was confirmed by preoperative 
ultrasonography in all the patients. Detailed history was taken and thorough 
examination conducted in all the patients prior to surgery. The procedure and 
the risk of conversion of open were fully explained to patients and written 
consent was taken for the said procedure in all the patients. Routine 
preoperative investigations (full blood count, clotting profile, liver function 
tests, kidney function tests, blood sugar, serum electrolytes) were performed 
in all the patients. Patients were asked to remain fasting on the day of surgery 
and all patients were operated under general anaesthesia. No urinary catheter 
was inserted but the patients were asked to void first before entering the 
operation theatre. A nasogastric tube was inserted shortly afterthe induction 
of general anaesthesia and removed at the end of the procedure. All patients 
received a single intravenous dose of prophylactic antibiotic (Ceftriaxone I 
gin) with the induction. The operative procedure was conducted in the 
manner described by others 7- *. Tube drain was kept in all the patients. 
Postoperatively, the patients were allowed oral fluids once fully recovered 
Irom the anaesthesia. Most of the patients were discharged on the second 
postoperative day. The patients were advised to come for follow up in the 
outpatient clinic. 


Key words: Call stones. 
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Tolaln urnt>er of P atients 
Males 

Female: Male ratio 

Mean age of patients ±SD 

Mean age of females ±SD 
Range , ■ cn 

Mean age of males ±SD 


Table 1: Demographic data of patients 

100 

21 

79 

3.7:1 

40.03 ±9.9 years 
18-70 years 
46.7±4.2 
16-66 
37±12.5 


Table II: Operative findings 


Operative findings 

Mo adhesions orflimsy adhesions 

Dense adhesions (omental), easy to separate 

Dense omental adhesions, difficult to separate 

Adhesions with duodenum and colon 

Thin walled gall bladder 

Thick walled gall bladder 

Mucocoele of gall bladder 

Empyema with gangrenous gall bladder 
Accessory cholecysto hepatic duct 


No. of patients 
72 
18 
7 
3 

79 

14 

6 

1 

1 


Percentage 

72 

18 

7 

3 

79 

14 

6 

1 

1 


Table III: Reasons for conversion 


Reason 

Frozen Calot’s and unclear anatomy 
Dilated CBD with choledocholithiasis 
Hemangioma liver near C alot’s 
Mirrizi I syndrome 


No. of patients 
6 
2 
1 
1 


Percentage 

6 

2 

1 

1 


Table IV: Distribution of cases according to complications 


Complications 

A) Intraoperative 
Perforation of gall bladder with 
spillage of bile 

Perforation of gall bladder with spillage 
ofstones&bile 

Bleeding from liver bed controlled 
with diathermy 

Bleeding from liver bed controlled 
with surgicel 

Bleeding from cystic artery 
Subcutaneous emphysema 
Bleeding from umbilical port 

B) Postoperative 
Port site infection 
Persistent drainage 
Ileus 


No. of patients 


Percentage 


RESULTS 

In this series of 100 patients, mean age of the 
palients was 40.03 years (range 18-70), Female to male 
ratio was 3.7:1. The demographic data are shown in Table 
|. All patients were admitted for elective 
cholecystectomy. The mean operative time i.e., time from 
making an incision for insertion of veress needle to the 
time of apply ing dressing was 96.9 m inutes (range 45-250 
minutes). The operative findings are listed in Table 2. The 
procedure was converted to open cholecystectomy in 10 
patients (10%) and the reasons for conversion are listed in 
Table 3. The mean hospital stay was 1.8 days ± 0.46 SD. 


The mean hospital stay for converted cases was 4.1 days 
±0.02 SD. None of the patients had major complications. 
Minor complications were divided into intraoperative and 
postoperative complications. The various complications seen 
in our series are listed in Table 4. 

DISCUSSION 

Since the introduction in Lyon, France by Movret in 
1987’, laparoscopic cholecystectomy is now Gold Standard 
for the treatment of symptomatic gall stones 4 *' 1 ". It is now 
offered to all corners with a success rate of 99%". Our mean 
operative time was 96.9 minutes which is well within the 
range reported by others ". It is well known that the operative 
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^TT Written consent 
Exclusion criteria: 

. Intraventricular hemorrhage 
i! Congenital infection 
5 Sterile cultures 

y} Clinical Signs ot sepsis were defined by the 

of at least two of the following:-Feeding 

p reS t en ance abdominal distension, lethargy, irritability, 

itit°' er ratur e instability, hyperbilirubinemia and 

iel11 ^rosolenomegaly. All neonates with abdominal 

I* t on had an x-ray examination at the outset. There was 
diste 

°idence of NEC at that stage of infection according to 
1,0 il staging- Respiratory- dysfunction was diagnosed by 
s c^of tachypnoea (>70 breaths/niin) or episodes of 
P^ 5 „/> 20 sec). Circulatory dysfunction was determined 
a P n presence of tachycardia (Heart rate > 190 

W is/m i n ), Brady card i a (heart rate < 90 
be j s/m in),pt‘ol°ng e d capillary tilling time (>2sec), mean 
^ ial blood pressure less than 30 mmHg and increase in 
faction of inspired oxygen (Fi02). Shock was defined by 
*** nce of a mean arterial pressure <20 mmHg with 

Sen deterioration _ 

finical status (apnoea, Tabte 

rj 0 2 > 0.8, pallor, anuria, characteristics 

metabolic acidosis). Birth weight (grams) 

requiring higher ApgarScore 

, o p a m i n e ( > 5 Gestational Age (weeks) 

m icrogram/kg/min) or Hypofens/on 

olunie infusion ■ . Symptoms of shock 

. pies for blood culture Neufropen/a(<2000/mcu) 

L e obtained from both Hypoproteinemia(<5 g/lit) 

rm>DS on day one . B lood Metabolic acidosis in arterial 

S roup . c were sent for sample(ph<7.23&bicarbonate 
samples were sent tor jevef<17Meq/f) 

CBC pla e e ’ T/iromhocyfopen/a 

plasma P rot ein e v. , Abdominal distention 
A B G, K F T, C R P, Micro ^ eec j f orve( ,|// a f/ on 

ESR>Electrolytes, Sugar, _ 

Calcium. CSF and urine 

examination was done.Cranial USG was done to rule out 
jnira cranial bleed. X-ray chest and abdomen was done as 

routine. 

Neonates were divided into two groups: Group 1 
(study group) were assigned to receive Pentoxifylline in 


original article 

comparable. Amoxicillin + Clavulanic 

were first line antibiotics. Alter blood culture 

antibiotics were adjusted according to r , 

isolated organism. Protocols for Dopamine and 
Dobntamine administration were identical for both groups 
The criteria for artificial ventilation and lor weaning 
the ventilator were comparable. 

FOLLOWUP: 

Neonates treated with Pentoxifylline were 
monitored for adverse reaction i.e. hypertension, irritability, 
deterioration of vital signs. Systemic arterial pressure was 
recorded continuously during the 3-5 days period beginning 
at the first onset of sepsis in both groups. Arterial blood 
sampling was done at similar intervals ot time <4-8 hours) in 
both Groups to determine acid base balance. For WfX . 
platelet count and plasma protein level, blood samples were 
taken daily from peripheral vein. Daily urine volume was 
measured during first three to five days of sepsis. Renal 
insufficiency was defined when urine output was less than 1 

ml/kg/hr. 

Results: 


Table -1 Baseline Characteristics of two groups 


PTXF Group(n=25) 
950-2580{range) 
5-9 (range) 

32-37 (range) 
18(72%) 

10(40%) 

13(52%) 

6(24%) 


11 (44%) 
21 (84%) 
6 (24%) 
4(16%) 


Control group (n=25) 
1000-2650 (range) 
5-9(range) 

32-37 (range) 
17(68%) 

9(36%) 

12(48%) 

6(24%) 


12(48%) 
22 ( 88 %) 
5 ( 20 %) 
3 ( 12 %) 


The study consisted of 50 premature infants who 
bad culture proved sepsis. Neonates were divided into two 
eroups: Group I (study group) were assigned to receive 
Pentoxifylline in addition routine therapy of sepsis. Group 
11 (control group) only received routine therapy ot sepsis. 


Organism 


Escherichia coli 3(14.34 

Klebsiella pneumonia 12(57./$ 

Serratiamarcescens 1(4.8%) 

Enterobacter cloacae 2(9.5%) 

Proteus 1(4.8%) 

Staphylococcus aureus 2(9.5%) 

Staphylococcus epidcniiidics 


PTXF group 
n =21 
3(14.3%) 

12(57.!%) 

1(4.8%) 

2(9.5%) 

1(4.8%) 


Tabte 2 : Organisms causing sepsis 

Survivors Deaths 

control group PTXF group controi group 

n =15 n - 4 n ~ 10 


n =15 
2(13.3%) 
5(33.3%) 
1 ( 6 . 6 %) 
1 ( 6 . 6 %) 

0 

4(26.66%) 

0 


addition routine therapy of sepsis. Group II (control group) 
only received routine therapy of sepsis. The PTXF was 
given intravenously in a dose of 5 mg/kg/hr for 6 hours. The 
infusion was repeated on 2- and 3" day ot therapy. Routine 
medical management of sepsis in both groups was 


1(25%) 
2(13.3%) 
1(25%) 

0 

0 

0 

2 ( 13 . 3 %) 


2 ( 20 %) 

7(70%) 


Baseline characteristics in two groups were similar ( fable- 

I) . . 

With no significant differences at randomization with 
regard to birth weight, gestational age. apgar score, 
occurrence of shock, hypertension. Neutropenia 
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hypoproteinaemia, metabolic acidosis, thrombocytopenia 
abdominal distention. The causative organisms isolated 
from blood cultures are listed in table2 

In the study group, 4 of 25 infants (16%) died due 
to sepsis. However, in control group 10 of 25 (40%) 
neonates died ot sepsis. The difference in mortality is quite 
significant (P < .02). Considering exclusively sepsis caused 
by gram negative bacteria in the study group 19 of 23 (83%) 
neonates survived, whereas in control group only 9 of 19 
(48%) neonates survived. The difference noted is again 
quite significant (P < .04). No mortality was observed in 
neonates with gram positive sepsis in both groups. Only I of 
10 (10%) of neonates in study group with shock expired 
while 7 of 9 (78%) neonates with septic shock in control 
group expired (P < .002). In the study group 2 of 25 (8%) 
treated infants develop NEC during the course of sepsis 
while in control group 7 of25 (28%) develop NEC. (P< .01). 
In the study group average duration of ventilation was 72 
hours whereas in control group duration of ventilation was 
120 hours which is again quite significant. In the study 
group duration of hospital stay was average 15 days 

w hereas in control group duration of hospital stay was 30 
days. 

There was no evidence of toxicity' attributable to PTXF. 
Discussion: 

Pentoxifylline prevents endothelial cell 
dysfunction in sepsis 12 preserves endothelial 
thrombomodulin, protein C, and the protein S anticoagulant 
system Pentoxifylline stimulates fibronolysis associated 
w ith increase release of tissue plasminogen activator in 
sepsis It also enhances prostacyclin release 1 2 3 4 5 ' attenuates the 
release of trhomboxane 1 ' Pentoxifylline does not impair 
platelet function 17 or increase platelet adhesion 14 


Pentoxifylline increases erythrocyte and leukocyte 
deform ability- and chcmotaxis. decreases neulro phi l 
degranulation and release of super oxides" These biolol' 
and cellular effects of Pentoxifylline have been altrihmJu 
to the inhibition of both cellular phosphodiesterase anl 
resultant increase in cyclic adenosine monophosnhJ 
concentrations. Increased plasma tumor necrosis feci 
alpha concentration correlates with mortality in semi, • ^ 

Pentoxifylline known to inhibit TNF production maf 
improve survival. ,,a y 


CP 


Fa 

£ 

ifi 


3 




& 
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Results of our study showed a beneficial effect of 
Pentoxifylline on survival rate of sepsis of prematur 
infants, particularly in sepsis caused by gram negative 
bacteria Results of our study confirmed the beneficial 
effect of Pentoxifylline in sepsis complicated by shock 
Similar results were shown by LauterbachR' Our stud 
confirmed that Pentoxifylline protects against the NEC 
development, similar results were obtained by Lauterbach 
R 1 and by animal studies 21 Our study showed that duration 
of ventilation and hospitalization was reduced significant] 
This could possibly be explained by bronchodilator and 
respiratory muscle stimulant effects of Pentoxifylline 11 | n 
conclusion Pentoxifylline produces a significant reduction 
in all cause mortality during hospital stay in neonates with 
sepsis who had Pentoxifylline as an adjunct to antibiotics 
compared to neonates with sepsis who had not receive 
Pentoxifylline 

A larger multicentric study is needed to determine 
the efficacy and safety of Pentoxifylline administration in 
the treatment of sepsis and co morbidities of sepsis e ° 
chronic lung disease, duration of assisted ventilation, NEC 
in both pre-term and term infants and to compare 
Pentoxifylline with other adjunctive modalities such as 
colony stimulating factors or intravenous immunoglobulin 
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Hairy cell leukemia with situs inversus totalis: a rare presentation 


Rattan P Kudyar, Jamil-ul-Hassan. Irfan All, Anubha Ganju, Suresh Kudyar, KK Koul 



Hairy cell Leukemia with situs inversus is a rare presentation and not even a single case has been reported sn 

far For the first time such a case came to notice in the Medicine Deptt of GMC Jammu. The oatient 

subjected to physical exam & series of tests were carried out i.e. Lab. Tests, X-ray chest, EchocardiograDhv etr 

Chemotherapy was started after shifting the patient to radiotherapy unit and patient showed a goodclinicai 
response to treatment. y finical 
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45 year old male, chronic smoker, non-diabetic, normotensive 
presented in medicine ward with history of breathlessness which was 
initially mild in nature and then gradually progressed to increased severity 
with total duration of 2 months. There was history of distension of abdomen 
of 2 months duration. He also had H/o fever (20 days) which was of low 
grade, with evening rise and associated with chills but no rigors. 

Patient on general physical exam was conscious, cooperative 
oriented, he had severe pallor, and pulse rate was 86/rnt regular fair volume 
blood pressure of 130/80 mm Hg. There was a solitary lymph node in RT 
Axilla ('/ 2 x Vz cm) which was freely mobile and not adherent to the overlyj n c> 
skin and a single cafe-au-lait spot seen in RT lower chest. CVS examination 
revealed apex beat in 4- I.C.S just 3 cm inside midclavicular line on right 
side. First and second heart sound were loud and marked on right sidcTof 
sternum and were normal in intensity and character. No added sounds/ 
murmur were heard and intensity of sound was less on left side. Abdominal 
Examination revealed a distended abdomen with tenderness present in RHC 
There was a swelling palpable 13cm below Rt. Sub-costal margin in mid 
clavicular line extending upto umbilicus which was firm, moving with 
respiration with a regular surface and a notch. There was another swelling on 
Lt Side which was palpable 3cm below Lt Sub costal margin. It had sharp 
borders had firm & regular surface. There was no shifting dullness or fluid 
thrill. Rest of systemic examination was normal. 

Haemogram revealed anemia (4.6 gm %) which was dimorphic 
with few elliptoytes. Total leucocytic count was 8000/mm with polymorph 
10% and lymphocytes 90%. On peripheral Film there was abundance of 
medium sized lymphoid ceils with cytoplasm showing fraying of margins 
and it was present in approximately 90% of cell (Picture Fig. 1). 

Bone-marrow examination revealed good ceilulartty with 
moderately reduced M/E ratio and a few Megakaryocytes are seen. There 
was a noticeable increase of 50% in the number of lymphoid series 
comprising chiefly medium small sized and a few large cells over 
granulocyte cell series. The Cytoplasm in medium and large cells was 
moderately abundant agranular and few showed cytoplasmic irregularity 
nuclear indentation and nucleolus. However larger cells appeared as typical 
(blast like)hairy cell (Fig. 2). 

Blood Sugar. RFT. LFT. Urine examination and S. Electrolytes 
were essentially normal. ECG showed: (I) Upright P wave in lead III and lead 
avF. (ii) Upright equiphasic P wave in lead avR (iii) Inverted P wave in lead 
and avL(iv) Upright QRS complex in lead III and lead av f(v)NegativeQRS 
in lead I and avL QRS complex tallest in VI and diminished V6. 

CXR (PA view) revealed; Cardiac apex pointing to the right 
(Detrocardia) and right sided aortic arch.USG showed Massive 


Kev Words: -Situs inversus totalis, situs inversus with dextrocardia, situs inversus 

■m 

with Icvocardia. mirror image of situs solitus. situs solitus. situs ambiguous, 
kartneeners syndrome. 
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F ure i photomicrographs of PBF 100 x magnificabon; shows typical large ceils with 
frcderate amount of cytoplasm that has serrated margins-hairy cell projections. 




Figure 3 Silver impregtech Section showing reticular fibrosis 


Figure 2- Bone marrow trephine biopsy (H&E) section 40x. show diffuse infilterabonof 
these mononuclear cells. The arrangement of cellular infiltrate is loose and show spacing of 
the ceils. 



Figure 5 Ecocardiagraphy and Colour flow imaging 


Figure4 MRI 


hepatospleenomegly with no focal lesion. Spleen on R1 and 
Liver on LT side (AP diameter 13 cm, cephalo caudal 
diameter 16.6cm. Stomach appears on midtine. 

2D Echocardiography & colour How imaging showed 

LVPwes 1.6 cm 


I VS-1 .Ocm 
LVded-5.0cm 
LVPWed- 1,0cm 
IVSes 1.5 cm 
LVDes3.1 cm 


Aorta :33 mm 
Laes: 41 mm 
FS: 30% 

EF :69% 


EF= 72% (by Simpson's Method) 
LVS motion NR 
Mitral value Morpholosv - NR 
Aorta value - NR 
MRI Revealed (Fig. 4):- 
Situs Inversus 

1) Liver lies on (Lt)side (enlarged) 

Spleen on (Rt) side (grossly enlarged ) 
Gastric fundus(Rt)side 


2 (i l ) 
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case report 


pylorus on (Lt) side 

2) Small leukemic deposits seen on a) dorsal spine 

(D3—Dll) 

b) SI vertebra 

c) (Rt) sacroiliac joint 

d) (Lt) femoral neck 

Treatment 

Patient was sliirted to Radiotherapy 
department CMC Jammu where he was given 
Cladribine (2- Chlorodeoxy adenosine) 0 9 m" /ke 
body wt daily for 7 days as l/v infusion. But patient 
developed lymphocytopenia & then a colony 
stimulating factor was added to the treatment. He 
received full cover of antibacterial antifungal & 
antiviral therapy during his follow up period & the result 
was a good clinical response. 

Final diagnosis:-Hairy cell Leukemia in patient of 
situs inversus totalis. 

PISCUSSION:- 

Hairy cell leukaemia is an uncommon form of 
chronic B-cell leukaemia. In this there is clonal B cell 
Proliferation and it infiltrates into patient’s 
reticuloendothelial system and interferes with bone 
marrow function resulting in pancytopenia. It also 
infiltrates in spleen and liver resulting in 
organomegaly.Hairy cell leukemia accounts for !°2 % 
ofall leukemic cases with male to female ratio of 5:1 and 
occurs primarily in male with median age of 52 years'. 
Although association of hairy cell with dual 
hematological malignancies like myeloma and T cell 

leukaem ia is reported' but no association has been found 
with situs inversus. 

Situs inversus occurs in 0.01% of population 14 
with equal male to female ratio and in it situs describes 
the position of cardiac atria and visceras. Situs solitus is 
normal position and situs inverses is the mirror intake of 
situs solitus. In situs inversus, the morphologic right 
atrium is on the left and morphologic left atrium is on the 
right. The normal pulmonary anatomy is reversed so 
that the left lung has 3 lobes and right lung has 2 lobes. In 
addition the liver and gall- bladder are located on left 


while spleen and stomach are located on rich, t. 
remaining internal structures also are a mirror The 
normal. Situs inversus can be classified further imn 8C ° f 
mversus with dextrocardia (situs inversus l o^A ,h,s 
situs inversus with levocardia When <ii..c ,0 ° r 
determined, the patient has situs ambiT” 0 * be 
hetcrotaxy. In theses patients liver may be mwY ^ 
spleen absent or multiple, the atrial morphology ' 'l"*’ 
and the bowel malrotated. Situs inversus k ^ ear 
with increased incidence of congenital heat 
usually transposition of great vessels. Its associating 5 
also explained with kartagener syndrome in S? '* 
IS branchieetiasis. sinusitis. Also there may’ll 

polyps, impaired sense of smell, recurrent otitis 
and reduced fertility. 11 s met ^ a 

Hairy cell leukaemia usually present 
splenomegaly (72-86%) left upper quadrant pain (£/ , 
pancytopema. leucocytes* (15-20%). neutropenia m 
39). heptomegaly (15-20%) Thrombocytopenia 

boire'les iion“? SCU 11 * 1 s ’ 'y^phadenapathy (10%) & | yr ° c 

The typical Hairy cells arc named because of 
thetr character,stic cytoplasmic projections which 
appear as fine (hair like) microvillae. When seen bv 
fight microscopy, phase contrast & electron microsconv 
They are mononuclear cells with eccentric or centrally 
placed nucleus. Hairy cells have a mature B-ceH 
phenotype and typically express single or multiple 
immunoglobulin light chains and pan-B-cell antigens -k 
CDI 9 CD20, & CD22 but no, CD2.V Cyjffij 
evaluation is important for diagnostic confirmation of 
morphological findings. HCL cells demonstrate stron» 
posittveiy for tartrate resistant acid phosphatase 
(i KAr) staining. Bone marrow aspirate usually j s 
unsuccessful due to dry tap. Core biopsy of bone 
marrow shows a pattern of HCL infiltration with a single 
round or oval nucleus separated by abundant cytoplasm 
in a fine fibrillar network appearance which is 
diagnostic of hairy cell leukemia'. 
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short communication 


palatal myoclonus 


1 ! 


S. Bhatlq,Rcivi Gupta, lakshml Vald 

The reports of psychogenic movement disorders are few 
eugenic myoclonus represents the most common type of nonorganic 
Pavement disorder, accounting for over 8.5% of all patients with myoclonus and 
"J® 1 20 % of all psychogenic movement disorders seen in a study'. 

psvchogenic origin is suspected when the distraction reduces movement, 

? her psychopathology is present, or the symptoms respond to placebo or 
■ ntan eously, improvement occurs faster then expected by the therapy 

S P° palatal myoclonus has been reported after stroke, brainstem lesions 1 , 

. ation ofcerebellar astrocytoma or as epilepsy patialiscontinua'. 

Though psychogenic myoclonus has been described in different parts of 
. palatal involvement has not been described in detail and there is scarcity of 
literature and only one case report of psychogenic palatal myoclonus could be 

|#jCCU ■ 

A 30-year-old male presented in otorhinolaryngology department with 
he complaints of headache, difficulty in speaking due to abnormal palatal 
vement for six months. The severity of symptoms increased during the periods 
of stress and he did not provide any history that could suggest presence of 
urological pathology. His otolaryngological and neurological examination, 
PEG. CT scan of head did not detect any abnormality. The patient was started on 
arbamazepine 400 mg per day and lobazam 5 mg per day but the episodes 
continued even after four weeks of therapy. 

Psychiatrist’s opinion regarding his symptoms was taken and a diagnosis 
of Adjustment disorder with anxiety was made. He was prescribed 1 mg 
Alprazolam per day with psychoeducation. Anticonvulsants were gradually 
tapered over 4 weeks. His family was also educated regarding the symptoms and 
stressors were taken care of by relaxation exercises and improvement of 
interpersonal communication in family. Patient started showing improvement 
after a week of initiation of psychiatric treatment. He was followed up upto 3 
months but never developed same symptoms again. 

To treat such problem, the patient should be educated about the illness, its 
causation and outcome. Supportive psychotherapy is usually used in the initial 
stases. Confrontation and psychotherapy has been found useful in over 75% 
patients as found in the present case. Behaviour therapy, hypnosis, family therapy 
and anxiolytic drugs are also used in selected cases. 

Acute onset, short duration of symptoms, healthy premorbid 
functioning, and absence of coexisting organic psychopathology, presence of an 
identifiable and removable stressor and good family support and cooperation are 
related to better prognosis.* ’ 

Psychogenic movement disorders offer a clinical challenge to be 
correctly recognized and properly treated so that the patients are not exposed to 
unnecessary investigations and therapeutic dangers. 
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short communication 

Horn Pregnancy em ° rrha9e after ,he ru P* ur ® of Rudln^i^ 


Indu Koul, AJoy Wokhloo.Shashl balo Gupta.Sapno.Rekho Jad. 


There is risk of pregnancy developing in rudimentary horn from 
transpentional migration of sperm or ovum from opposite side O’leary and 
O leary found corpus luteum to be on the side contralateral to rudimentary 
horn containing a pregnancy in 8% of cases. Signs and symptoms of an 
ectopic pregnancy will develop with eventual rupture of the horn if 
pregnancy is not detected early. Rupture through the wall of the vascular 
rudimentary' horn is associated with severe intraperitomeal hemorrhage and 
shock . Therefore removal of the rudimentary horn is required as soon as a 
pregnancy is confirmed. Most pregnancies in a rudimentary horn rupture in 
the first or second trimester. Fedele and associates' have found 
ultrasonography useful in determining the presence of rudimentary horn. 

We report a 26 year old, at 16 weeks of gestation presenting with an 
acute onset of pain abdomen , vomiting and giddiness on 2/7/2005 in SMGS 
hospital, Deptt of Obstetrics and Gynaecology under MRD No 841546 
Her LMP and EDD was not known. She was G3 and P2. PI - Full term 
normal deliveiy at home, baby died at the age of 3 months.P2-Full term 
normal delivery occured at home 1 '/ 2 years back. Patient was afebrile, Pallor 
was +++ and pulse 100/min B.P 98/60 mm of Hg. Chest/CVS -NAD, 
Guarding was present. Cervix Soft , uterus size could not be made out. 
Bleeding per vaginum slight. Urine for pregnancy test was positive. Her 
blood group was A+ve and her haemoglobin was 6gm.Paracentesis was done 
uhich showed frank blood. Three blood pints were arranged and emergency 
laprotomy was performed Upon laprotomy. significant haemoperitoneum 
was encountered with the twelve weeks fetus floating in the abdominal 
cavity.Presence of ruptured left rudimentary' horn with placenta in situ was 
encountered . The ruptured rudimentary horn was excised. In the 

postoperative period, the patient recovered uneventfully and was discharged 
on 8- postoperative day. 


Rudimentary uterine horn pregnancy is a very rare condition. 
Unicomuate uterus with rudimentary horn is a muiierian anomaly associated 
v\ ith endometriosis and pregnancy complications including miscarriage, 
eptopic pregnancy, uterine rupture, preterm labour and malpresentations, 
Therefore , the horn is removed if it is thought to contain functional 
endometrium .This is usually done by laprotomy in the non- pregnant state 

According to Holden and Hart, some 350 cases of pregnancy in a 
rudimentary horn have been reported since the original case report by 
Maricean in 1669. -Signs and symptoms of an ectopic pregnancy with 
eventual rupture of horn occur if the pregnancy is not detected early. 
Soundarajan and Rai J reported a case of rudimentary uterine hom pregnancy 

mimicking an ectopic pregnancy. In this case, hom was removed 
laproscopically. 

In 1998, Dicker et al reported the case of women who benefited 

from laproscopic surgery of a rudimentary horn. Laproscopy in this 

exceptional case was said to be most accurate diagnostic too! that gives 

significant advantages in efficient surgical management, there by avoiding 
laprotomy ° 


Also in 1998, Yahata et al reported laproscopic management of 
uterine hom pregnancy mimicking an ectopic pregnancy but in this case, a 

rudimentary horn pregnancy was detected from transvaginal 
ultrasonography. 
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commentary 


rigenic potential of STAT Proteins in Breast Cancer 

ho mod Ajaz Ul Hag Bulbul, Paul laporte, Mohammad Muhsin Chisti 

located on three different chromosomes and four non¬ 
receptor tyrosine kinases (JAK). Seven Stats (Stats 1-6. 
including two Stat5 genes) in mammals and range in size 
from 750 to 900 amino acids. Stats studied in model 
eukaryotes, like Dictyostelium , Caenorhabditis cleans, 
and Drosophila , are most closely related to mammalian 
Stat3 and Stat5 and appear to regulate developmental 

processes/. . 

In the typical JAK/STAT paradigm, a cytokine 

binding to its receptor results in activation of receptor- 

associated JAKs. After binding of a cytokine or growth 

factor to the receptor on cell surface, there s either 

activation of Cytoplasmic tyrosine kinases (particularly 

JAK or Src kinase families) or activation of receptor- 

intrinsic tyrosine kinase activity (such as those for EGF or 

PDGF). This phosphorylation event occurs adjacent to 

the transcriptional activation domain within Stats (at 

position 705 in Stat3 and Y694 and Y699 in Stat5a and 

StatSb, respectively). Via whichever route, the dimers 

then translocate to the nucleus by poorly understood 

mechanisms, and bind to STAT-specific DNA consensus 

motifs called gamma-activated sites (GAS), of target 

genes to induce transcription JAK’s then phosphorylate 

the Cytoplasmic receptor chains creating docking sites 

for recruited STAT’s. Finally, STAT s are phosphorylated 

on tyrosine by JAK’s, dimerize, and then translocate to 

the nucleus to activate specific target genes. Because the 

second messenger (STAT) is also the terminal 

transcription factor, in many ways the JAK/STAT 

pathway represents a streamlined apparatus for cellular 

signalling. Cytokines that activate STAT3 include growth 

hormone, IL-6 family cytokines, and G-CSF. STAT3, as 

well as STATS, induces progression through the cell 

cycle, prevents apoptosis and up regulates oncogene, 

such as c-myc and bcl-X and may play a role in 

oncogenesis. STAT3 has been shown to play a critical 

role in haematopoiesis. The importance of STAT3 is 

underscored by the failure of mice lacking 

STAT3 to survive embryogenesis. Crosstalk 

from pathways other than JAK kinases also 

leads to phosphorylation and activation of 

STAT3 as indicated by a role of mTOR 

(mammalian target of rapamycin, or p70 S6 

kinase)and MAPkinase pathways in STAT3 

activation and signalling.'. 

It has been established that besides 
signaling functions in normal cells, STATs 
can also participate in oncogenesis . 
Initially, the JAK family of tyrosine kinases 
was identified as the primary mechanism of 
STAT activation. More recently, a number of 
reports have correlated STAT activation 
with the activity of non-receptor 
protooncogenic tyrosine kinases (v-Src. v- 
Abl, Lyn, Lsk , Bcr/Abl, and Fes) by passing 
JAK kinases. STAT3 activation has 
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introduction 

STAT (Signal Transducer and activator of 

cription) p ro teins are a family of 7 members of 

J?, to p]asmi c proteins that function as secondary 
essengers and transcription factors. The Stat proteins 
unique among transcription factors in containing an 
SH2 (src-homology 2), phosphotyrosine binding domain. 
The SH2 domain interacts with tyrosine phosphorylated 
.. on receptor associated JA K to recruit the Stats that 
hind to them . The potential of the SH2 domain to interact 
vith a number of signaling proteins allows the Stats to 
nterfere with multiple signaling pathways 1 They were 
or jginaily discovered and characterized through the study 
o f“interferon-induced responses*. They play a 
fundamental role in normal cell signalling in response to 
cytokines and growth factors. In recent years, the 
constitutive or increased expression of JAK/STAT s has 
been found in cancer cells and oncogene transfected cells 
of cell lines, indicating their role in oncogenesis and its 
feasibility in therapeutic targeting in the future. Their role 
in immune rejection of allografts and the inflammatory 
processes of autoimmune diseases is also being defined. 
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Fig 1: Structural map of STAT protein. 

Py (Phosphorylated tyrosine residue), pS (Phosphorylated senne residue) 
at the non conserved carboxy terminal domain (3) 

The JAK/STAT pathway includes seven 
functionally related, latent transcription factors (STAT) 
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commentary 



p 



Negative regulation of JAK/STAT 



-p- 


4. j AK/S TAT structure: The STATs share several conserved domains, an 
•no terminal domain (NH2), a coiled-coil domain, the DNAbinding domain, 
an j'L er domain, an SH2 domain, and a tyrosine activation domain (P). The 
3 moxy-terminal transcriptional activation domain is said to be conserved in 
faction jj U ( n ot in sequence. Likewise, the JAKs share seven regions of high 
homology. JH1JH7. JH1 has been shown to encode the kinase. JH2 
Presents a pseudokinase domain, which appears to regulate JHt catalytic 
tivity JH3JH7 have been implicated in receptor association. •: 

positive regulation ofSTAT’S 


tyrosine Phosphorylation : Activation of STAT requires 
(tie C-terniina! tyrosine residue phosphorylation by 
eceptor associated Janus Kinases 1 'this in turn results in 
dimerization/niultimerization and translocation into the 
leus f or transcriptional activation.' 1 . Tyrosine 
ohosphorylation is necessary for Stat activity; 
eolacement of this tyrosine residue results in an inactive 
Stat incapable of nuclear translocation or transactivation. 
However, other tyrosine kinase-signaling pathways may 
also impact Stat activation because both Stats 3 and 5 can 
bephosphorylated by Src family members 1 *. 


Serine Phosphorylation : All Stat family members, with 
the exception of Stat2, undergo serine phosphorylation 
after receptor- mediated signaling. Serine 
phosphoryl at ' on at residue 727 of Stats 1 and 3 results in a 
significant up-regulation of the transcriptional activity of 
these Stats. This event appears to be mediated by several 
converging kinases including MAPK, p38, JNK, and 
protein kinase C. Serine phosphorylation of Stat3 
appears essentia / in vivo for postnatal survival and 
growth. Small GTP binding proteins Rac and Rho are 
capable of up-regulating Stat3 serine phosphory lation 
and transactivation'. 


Serine phosphorylation appears to have a dual role in 
STAT regulation. Serine phosphorylation at positions 725 
and 779 in Stat5a and position 730 in Stat5b down 
reflates the transcriptional activity of Stat5. Serine 
phosphorylation of both Stat5a and Stat5b appears to be 
increased during late pregnancy and lactation" The 
phosphorylation of serine 725 and 779 of Stat5a is 
mediated by both cross talking with MAPK and non- 
MAPK signaling pathways; On the other hand, the 
suppressive effects of this phosphorylation appears to be 
moderated in part by co-stimulation of glucocorticoid 
receptors in MCF7 breast cancer cells". This issue 
remains contentious, in part because different serine 
kinases have been found to phosphory late Stat 1 and Stat3 
depending on the nature of the incentive and co- 
stimulus 1 '. Studies showed that serine phosphorylation 
enhances transcriptional activity ot Statl and Stat3 . 
Some indicate that serine phosphorylation enhances Stat4 
transcriptional activity' 1 . Stat5, serine phosphorylation 
appears to enhance protein stabi I ity *\ 


Ubiquitin-proteosome dependent degradation may also 
play a role in the down regulation of cytokine signaling. 
Suppressor of cytokine signaling (SOCS) proteins are 
widely present in cytokine-stimulated cells. Cytokine 
regulation can occur in three ways, massive transitive 
and coordinative. SOCS-1 is a commonly detectable 
negative regulator of JAK. The second inhibitor of the 
JAK/STAT pathway is Bcl-6, which normally functions 
au tmiiKt ripiional repressor by binding to STAT6. Bcl-6 
knockout mice develop an inflammatory disease 
characterized by increased levels ot IgE, which is 
analogous to human atopic skin disease. The third 
negative regulation point is the pseudo-kinase, JH2 
domain, of the JAK protein. JAK/STATs are also 
negatively regulated by protein tyrosine phosphatases 
(PTPs), nuclear protein inhibitor of activated STAT 

(PIAS).* 

Dephosphorylation 

Down reglation by dephosphorylation has been studied 
and researched to a limited extent but shows promise in 
future targeted approaches to STAT regulation in breast 
cancer. Dephosphorylation carried out by phosphatases, 
notably SHPI, SHP2, CD45, PTP1B, and TCPTP' 3 seem 
to regulate Jak kinase activity, and some linked to the 
Stat's. Typically, receptor-associating phosphatases 
contain tyrosine- binding SH2 motifs, a phosphatase 



S H P 

Fig 4: A structural example of a SHP phosphatase [31 

domain, and regulatory tyrosine residues that undergo 
variable phosphorylation. SHPI expression is largely 
restricted to haematopoietic tissues, while SHP2 is more 
widely expressed' 1 . Some studies have suggested that 
SHP) and SHP2 directly interact with and 
dephosphorylate JAKs and Stat5 respectively . 

Additionally, recent studies have indicated that the 
membrane-spanning phosphatase, CD45, negatively 
regulates JAK-STAT signaling stimulated by 1L-3, 1L-4, 
EPO and IFN-g : \ These observations indicate that 
phosphatases play an important role in negatively 
regulating STAT dependent signaling. 

TCPTP has been found to associate with Stat5aand Stat5b 
within the nucleus and induce their dephosphorylation 
and inactivation; interestingly the phosphatase activity of 
TCPTP is not required for the inactivation of Stat>- 
mediated gene expression' the over expression ot PTP1B 
also has similar effects on Stat5a and Stat5b 
phosphorylation and activity; however, this phosphatase 
is Cytoplasmic SHP2 has been tound in association with 
Stat5a and migrates with Stat5 as a complex into the 
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nucleus. Interestingly, the intact phosphatase activity of 
SHI 2 is required for Stat5 phosphorylation, suggesting 
that this phosphatase is not directly involved in the 
dephosphorylation/ deactivation of StatS, but instead 
indirectly with the activated. 

Positive regulation besides tyrosine kinase by serine 
kinases and interacting proteins chromosome modifying 
proteins shown to interact with a STAT (i.e. Stat2) were 
CBP/p300 numerous studies have described a strong 
interaction between STAT’s and other transcriptional 
regulators IRF-9, NF- kB, Spl, USF-I, PU.l and the 
glucocorticoid receptor among others* 

While signalling through the JAK/STAT pathway has 
been well-characterized in response to interleukins and 
interferons, there is emerging evidence that STAT’s also 
mediate cellular responses to various forms of cellular 
stress. For example, STAT3 was recently shown to be 
serine phosphorylated by JNK during UV stress which 
had a predominately inhibitory role on STAT3 
transcriptional activity'’’ Most notably STA T 3 and S are 
found consritutivelv activated in breast cancer head & 
neck cancer, melanoma, multiple myeloma, CML, and 
AML among other malignancies'" 

HUM AN TISSUE DATA 

Approaches : Different approaches have been used to 
assess STAT nuclear localization and its phosphorylation, 
and DNA binding abi lity of Stats 3 and 5 in breast tissues 
being the interest of experiments. Immunohistochemical 
approaches have successfully measured Stat 3 and 5 
levels in breast tissues, and correlated this expression 
with intranuclear localization. 

The advantage of an immunohistochemical approach is 
its ease in application to large numbers of patient 
specimens. The disadvantage to this approach is the 
presumption that phosphorylation and nuclear 
localization equate to transcriptionally active Stat; 
Alternatively, the level of Stat DNA binding can be 
measured by electrophoretic mobility shift analysis 
(EMSA); although this is perhaps a better measure of Stat 
activation, it is time consuming and not amenable to small 
tissuesamples’ 

Nuclear Localization of Stat 

Significant elevations in the DNA-binding 
activity of both Stat3 and StatS” were noted in a small 
sample of Malignant breast tissues when compared to 
normal tissues. 

At the immunohistochemical level, two studies 
have examined Stat3 localization and phosphorylation. 
The first study'* examined 62 malignant breast cancers 
and found increased levels of nuclear localized i.e„ 
phosphorylated Stat3 in comparison to normal 
surrounding tissues. 

Tyrosine phosphorylation is essential for the 
dimerization of Stats and the associated nuclear 
translocation of the STAT dimer. The Stats contain no 
obvious nuclear translocation sequence, and the Stat 
domains involved in this critical event are largely 


unknown.” 


Stat5a cellular localization was analyzed 
immunohistochemistry in a scries of 83 randomlv 
selected primary human breast adenocarcinomas 
Immunoprecipi tat ion/Western blotting and 

immunohistochemistry assays employing different 
phospho-specific antibodies verified StatSa tyrosine 
phosphorylation status. Stat5a was nuclear localized anrf 
tyrosine phosphorylated in 59 of 78 (76%) breast cancer 
examined; 38 of 78 (49%) demonstrated StatSa nuclear 
localization in more than 25% of the breast cancer cells 
within the adenocarcinoma.” 


The positive association with nuclear localized 
p27, a recently identified marker of differentiation for 
breast cancers”, supported the positive association 
between nuclear localized and tyrosine phosphorylated 
StatSa and increased levels of histologic differentiation it 
is noteworthy that this is consistent with what is known 
about the role of StatSa in normal mammary gland 
development. Activated Stat5a is required for the 
functional differentiation of mammary epithelial cells 
and lactogenesis during pregnancy and lactation” 

Previously, it was presumed that whereas both 
signal transducers and activators of transcription (STAT) 
5A and STATSB can be activated only STAT5B was 
translocated to the nucleus, where it presumably activates 
distinctive transcriptional responses/' 

Another study”’ evaluating a microarray 
containing tissues from 346 node-negative breast cancer 
patients with both anti-Stat3 and anti-phospho-Stat3 
immunohistochemistry and correlated these results with 
clinicopathological and survival data. This study revealed 
that nuclear Stat3 and phospho-Stat3 was noted in 23% 
and 44% of patients, respectively; the incongruity of the 
study wasn’t remarked on. Multivariate analy sis of 
these data revealed that this parameter was statistically a 
better predictor of tumor outcome than tumor size, 
nuclear grade, age, estrogen/progesterone receptors and 
Her2 Status, and Ki-67 positivity. 

There is a significant intranuclear StatS presence 
in both normal and lactating human breast tissues; parallel 
studies in mice confirmed this theory that a basal level of 
StatS phosphorylation can be noted in normal virgin, 
pregnant, and lactating mammary glands”. Whether the 
phosphorylated StatS in the nonpregnant, normal breast is 
actually bound to DNA and transcriptionally active (or 
bound to a repressors) hasn’t been determined. A more 
recent study exam in ing more than 1300 breast cancers has 
found a strong association between StatS nuclear 
localization/phosphorylation and improved overall and 
disease-free survival * 

An in vivo study on relationship between Stat 
phosphorylation and DNA binding”, evaluate Stats I, 3, 
and 5, found a strong correlation between Stat l and 3 
phosphorylation (measured by Immunoblot analysis) 
and DNA binding (as measured by EMSA) in human 
tissues, but could not detect StatS phosphorylation, 
possibly secondary to technical difficulties with antibody 
difficulties. Although the study found a correlation 
between Statl activation/phosphorylation and survival 
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Stats 3 or 5). the numbers of this study were small 
(bu |n0 [ eS including both node-negative and node- 
(68 J ,|, e data were not Normalized to total Stat 
(H>si ,,VL * anc j stat phosphorylation was not assessed by 
font^oiJjstochemistrv ti e., the contribution of inactive 
'^ "iiId have been telling).To date possibly no study has 
States g (at localization/ phosphorylation in the 
rip 0 . he jj a 1 connective tissue compartment of normal or 
fl 011 ;' , hreast tissues, or in various histopathological 

111 hivnes of carcinoma breast. 
sUD nialian studies on mouse 

ld a,tl (icne targeting studies have suggested that Stat5 
critical role in lobuloalveolar proliferation, 
P 1 ? 5 -.intion and expansion, whereas Stat3 regulates 
h iloalvcolar apoptosis during pregnancy, lactation, and 
tut ion/'- f n y i yo ' the e, l° ct of hemizygous loss of 
it v , j n a SV40-T antigen transgenic mouse model of 

$ ,a in ary cancer has been tested after cross-breeding. 

TlTresultant progeny (Stat5a /_Tag) demonstrated a 

* ’■(',cant reduction in mice tumors, as well as decreased 

*'=■ r size, delayed first tumor appearance, and increased 

tU (otic indices 41 The role of Stat3 in murine mammary 

rtifidels isn’t obvious and awaits further cross¬ 
cancer nwucis 

breeding experiments 

fell line experiments 

As seen with in-vivo studies. Stat3 tyrosine 
losphoO'lation and DNA-binding activity of several 
P t can cer lines has been found to be elevated; & 
(inversely, pharmacological or dominant-negative 
inhibition of Stat3 activity has been found to block the 
oliteration and survival of breast cancer cells in vitro 11 
c ta (5 has been demonstrated to stimulate the 

iranscriptional activity of the cyclin D locus 4 '. 
Transfection of a const itutively activated Stat 5 resulted in 
orowth factor-independent growth of the murine Ba'E3 
nrO'B cell line "and over expression of Stat5b has been 
found to potentiate v-sre-mediated transformation of 
MJH-3T3 cells* Repression of Stat 5 DNA-binding activity 
bv P1AS3 inhibits breast cancer cel I growth 4 . STAT5B in 
cell lines accelerated v-Src-inducibie transformation. 
When NIH-3T3 (Embryonic fibroblast; Mouse Cell line) 


cell lines were stably cotransfected wiih various 
combinations of different forms of STAT5 and oncogenic 

v-Src kinase 

A number of different studies have also demonstrated the 
direct participation of St AH in ««’» 
response to Src kinase activation in J *^ ... . 

Therefore, there is a possibility that S 7 Af.sH and STAT j 
may cooperate it. the process of transformatton. Further 

studies mav be required. .. 

Collectively, many studies have argued for a 
significant role for Stats in breast cancer proliferation, 
survival, and differentiation. The mechanisms through 
which the Stats promote these pro tumorigemc events has 
been an active area of investigation; Varied evidence 
indicates that Stats 3 and 5 can activate the transcription o 
genes associated with cell-cycle progression cell 
survival, transformation, and angiogenesis required lor Us 
incessant growth and spread as elaborated in recent 
reviews 4 ' ^Research shows Stat3 and Stats activity in the 
up-regulation of expression of the cell cyclin Dl and D2 
in several non mammary cell lines. However, only a single 
research to date has suggested that Stats may have similar 
effects in breast epithelial cells 4 '. Regulation of anti- 
apoptotic members of the Bcl-2 family, specifically Ucl- 
XI.. has also been associated with Stat3 and Stat5 


activity 


is 


Conclusion 

The JAK/STAT pathway plays a central role as 
messengers and integrators ot cstokine signaling iiom 
multiple pathways. Research indicates the association ot 
Breast Cancer with that of nuclear localization ot 
phosphorylated STAT and its relation to histological 
differentiation. There is a vast array ot interactions 
between JAK/STAT and modifier proteins, tumorigemc 
potential of Stat's in breast cancer makes them a target tor 
future use as prognostic and therapeutic agents in Breast 
Cancer. It is conceivable that specific inhibitors of Stat 
phosphorylation/activation and/or dephosphors lators ot 
Stat s could lay the ground work for regulation ot Stat 
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“^unilateral or bilateral motor posturing. 

Systolic B.P<90mm Hg. 

\lian ot P atients with GCS 1 3 ~ 15 and 10 % with 
ieS c9-12 will deteriorate and need ICP monitoring. 

| C f raised intracranial pressure. 
rnft pharmacotherapy Mannitol is still the drug 

ft ft ■ ■ * 


Co * 1 

(a) 


- hoice for f aised intracranial pressure 
of C ..,« f >nded dose is 0.25g / kg - lg / kg. It I 


. The 
has both 


^ediate and delayed effects. It has a plasma expanding 
"rlcl and it reduces blood viscosity hence increases 
l>ral blood flow and cerebral oxygen delivery. It 

the plasticity of RBC'S which again helps in 
lfllp (jen delivery. Delayed effects start after 15 -30 
° X> ttes. Mannitol increases the osmolarity of serum and 
ll1,n cC by w ay of osmosis draws out water from brain. The 
Haved effects last up to 6 hrs. The side efTects of 

niiitol are acute tubular necrosis, hyperkalemia and 
"^dosis.Frusemide. a loop diuretic causes super additive 
uvering effect if given with mannitol. It may be useful 
vlien the response to mannitol is unsatisfactory. The 
" omniended dose is 1 mg/kg/dose. If pharmacotherapy 
* f ur ther methods to reduces the ICP include, the 

below mentioned methods. 

, Hyperventilation:- once considered among 
first line defense measures against raised ICP, is now 
guarded as a method to be used in moderation only and in 
necific situations. Prophylactic hyperventilation is 
dually associated with a poor outcome. When indicated 
hyperventNation should only be used to keep pco = 30- 
■'SniniHg. Hyperventilation to p.co r < 30mmHg further 
reduces CBF hut does not consistently reduce ICP and 
m ay cause loss of autoregulation. 

(c) Hypothermia:- temperature of 32-34‘c is 
maintained for at least 48 hours and is to be started within 
« hours of traumatic brain injury (TB1). Potassium 
supplements need to be given during hypothermia 
induction as it induces hypokalemia. 

(d) Barbiturate coma:- is induced for depression 
of metabolic activity which indirectly reduces cerebral 
blood flow coupling. A loading dose of lOmg/kg of 
pentobarbital over 30min then infusion of 5mg/kg/hour 
for next 3 hour then I mg/kg/hour. The dose can be 
increased to 2 -3mg/kg(Eisenbergs protocol). The goal of 
the therapy is to achieve burst suppression of EEG and 
ICP control and if burst suppression has been achieved 
but ICP is still high, high dose barbiturates are given to 
cause electrocerebral silence. Serum levels of 3-4mg% 
correlate well with adequate physiologic response. When 
adequate ICP control has been obtained for 24-48hours, 
the therapy is tapered under cover of analgesia and 
sedation. 

(e) Deeompressive craniectomy: - The last a lost resort 
after failed conservative management either unilateral or 
bilateral craniectomy can be done. 

Though there is institutional variation to control 
the ICP the protocols for ICP management described by 
Rosen and Lundh are hereby enumerated. 

Rosners protocol: - According to him ICP does not need 
treatment as long as cerebral perfusion pressure (CPP) is 
maintained at 70mm Hg or higher. Hypervolemia has to 
be maintained and pressors be liberally used to maintain 
the CPP. However there is no randomized controlled trial 


lo support it and critics says that cflcct of elevating Cl 1 
may simply be .be avoidance of hypotensive episodes and 

not related to increased cerebral blood How (CBF). 

l ..n,lh nrotocol it is based on Starling model for 
vasogenic edema. The aim is to increase hydrostatic and 
osmotic forces favouring maintenance ol fluid within the 
vascular compartment, « blockers and centrally acting a- 
agonists are used to maintain cerebral perfusion pressure. 

A negative fluid balance is aimed at, to increase serum 
osmolality. Albumin and plasma are used liberally tor 
fluid resuscitation. This protocol also lacks support ol a 

randomized controlled trial. 

fBt Further management of head i niury patien t: 

Alter initial management further management includes, 

(a) Anti-seizure prophylaxis: - Risk factors tor seizures 

arc- 

GCS <10. 

Contusion /intracerebral 
hematomas. 

Subdural hematoma. 

Depressed fracture. 

Seizure within 24 hours of injury. 
Children are at greater risk during first 24 hours and anti 
seizure prophylaxis is recommended for early seizures 
i.e. occurring within one week of head injury. No drug is 
effective for late seizure, if late seizure occurs patients 
should be maintained in accordance with standard 
approaches to patients with new onset seizures. 

(b) Nutrition: in a head injury patient the metabolism 
increases by 40% metabolic derangements include 
increased levels of catecholamines, insulin, glucagons, 
cortisol. 1L — l, 1L-6, hyperglycemia. Hyperglycemia 
cause secondary neuronal damage by aggravating 
cerebral acidosis. There is increased urinary nitrogen loss 
suggesting catabolic state. It has been reported in one 
series thaf 75% of patients with admission serum albumin 
< 2.5g% had unfavorable out come while only 38% with 
>2,5g% had unfavourable outcome (McClain). Patients 
who are started on nutrition earlier have better out come 

titan when it is started later. 

The enemy expenditure required is as: - 

Males- 66.47+ 13 . 75 * W+5.0* H -6.76'A. 

Female- 65.75 + 9.56*W +1.85*H-4.68 *A. 
Intrants- 22.1 +3 1.50 * W + 1.16 *H. 

W - Weight in Kg’s. 

H = Height in Cm 
A = Age in years. 

Prognosis in severe head injury there are several 
factors determining the outcome in head injurs patients . 
In elderly >65 years of age mortality is twice than in 
younger patients. Children <5 years have better outcome 
than older children. A positive alcohol screen has bad 
outcome. One episode of hypotension doubles the 
mortality rate. 82% ot patients with GC S 11 have good 
outcome and 87% ot patients with GCS of 3 \s ill die. 

One of the severe types of head injuries is 
Diffuse Axonal Injury which is defined by the follow ing 
criteria; 

Lesion in corpus callosum 
Axonal rolling of white matter. 

Contusion in dorsolatera 
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. . . quadrant of brainstem. 

This injury occurs in 50% of severely head injured 

fm,:^' S n n , aCC u UmS r ° r 35% of a " d « alh fro "i head 
jury. Besides the usual management of head injury 

patients- further therapies for DAI includes ant? 

channeT 8 Mnry nd a '" Mnflamma < or y agent, calcium 
channe blockers, free radical scavengers and lipid 

peroxidation inhibitors including eyclo- oxygenase 
Further Reading 


inhibitors like ibuprofen or indomethacin ' 

ammosteroids such as .trilizide. Durgs which d 2 ' 
presynaptic inhibiton of glutamate reiease SU cJ™ 50 
lamotrigine and riluzole have also been tried n i“ $ 
experimental circumstances. Other druo« ■ u ” der 
neurotrophic and polypeptide growth factors sue Ud ' 
nerve growth factor and fibroblast growth factor ** 
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polyglandular Disorders 


AshfaP 


UI Hassan, M. Shafi, Ghulam Hassan 


Auto immune Polyglan(luior Syndrome2 


Introduction: 

4lthough endocrine glands are widely dispersed in the 
human body but it has been found that in certain 
conditions, they may get involved in the disease processes 

1 simultaneously 

Endocrinology is fast emerging as one of the most 
developing branches of medical sciences and with 
simultaneous development oj advanced radiological 
techniques, we can better go into the details of endocrine 
elands . Doctors need to recognize diseases (hat involve 
independent abnormalities of more than one endocrine 
gland for a number ofreasons: 

/. First, the known patterns of multiglandular 
disease can alert the clinician to look for a 
second disorder when one is diagnosed. 

2. Second, the treatment of many of the individual 
diseases in polyglandular disorders may differ 
from the treatment appropriate for the same 
diseases when they present in isolation. 

2. Third, because many of these diseases appear 
in characteristic familial patterns, the 
recognition of the syndromes can lead to useful 
family screening. * 

4. Fourth, an understanding of the pathogenesis 
of these unusual disorders is likely to clarify the 
pathogenesis of more common single-gland 
disorders as well. 

Polyglandular Neoplasia 

Three mechanistically distinct neoplastic syndromes 
involve more than one endocrine gland. Although given a 
variety of different names in the past, they are now most 
frequently called 

I Multiple endocrine neoplasia type 1 
f Multiple en doer in e neoplas ia type 2 a 

I Multiple endocrine neoplasia type 2b 

Auto immune Poly glandular Syndromes 

I A uto immune Polyglandular Syndrome I 

; JK-Practitioner200&:13(4);225-228 
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Simple: Me Cun e A Ibriglt 1 Syn drome 

MULTIPLE ENDOCRINE NEOPLASIA 
MEN Type ! (Wermers Syndrome) is an autosomal 
dominant disorder characterized by hyperplasia or 
neoplasia of the pancreatic islets, the anterior pituitary, 
and the parathyroids. In most kindreds, 
hyperparathyroidism is usually the presenting 
manifestation, with a prevalence approaching 100% by 
50 yr of age but occurring only rarely in children younger 
than 18 yr of age. Less commonly, adrenal gland 
neoplasia, foregut carcinoids (primarily of thymus 
and lung), and lipomas occur. Because thyroid 
neoplasms are so common in the general population, their 
true association with MEN 1 is debated. 

Parathyroid Disease. Hyperparathyroidism is 
the most common abnormality in MEN 1, found in more 
than 90% of patients. Elevation of blood calcium 
generally first appears between the ages of 20 and 40, 
considerably earlier than in sporadic primary 
hyperparathyroidism; this is not a disease of children, 
however. At first, the disease is asymptomatic but then 
can lead to all the expected consequences of primary 
hyperparathyroidism. Unlike sporadic 
hyperparathyroidism, the disease is relentlessly 
progressive and, with prolonged follow-up, always 
involves all four parathyroid glands.. If fewer than three 
parathyroid glands are removed, hypercalcemia always 
recurs, although not necessarily immediately. Surgical 
results in MEN I are generally less satis factory than in 
sporadic four-gland parathyroid disease. At some centers 
all four glands are removed, and a portion of one gland is 
reimplanted in the easily accessible forearm in an attempt 
to avoid the hazards of too much or too little surgery.. 

Pancreatic Islet Disease. As many as 80% of 
patients have pancreatic abnormalities at autopsy; a large 
number correspondingly have increased blood levels of 
gastrin, insulin, pancreatic polypeptide, somatostatin, 
vasoactive intestinal polypeptide, or glucagon during 
stimulation or suppression tests. The pancreas is often 
diffusely involved with microadenomas and 
macroadenomas and hyperplastic lesions. 
Characteristically, more than one islet hormone is 
secreted from these multiple tumors. Despite this 
underlying pattern of multiple cellular involvement, 
patients characteristically present with symptoms of only 
one hormonal disorder. The most common disease is 
Zollinger-Elitson syndrome, peptic ulcer disease 
associated .with gastrin-producing tumors. The 
gastrinomas in MEN I are often multiple, very small, and 
found in the duodenal wall. Macroadenomas observed in 
the pancreas by computed tomography (CT) or 
intraoperative ultrasonography may well synthesize 
hormones other than gastrin. 

Although some centers continue to experiment 
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with aggressive attempts at surgical cure, the high 
recurrence rate after surgery has limited the role for 
surgery in this disease. Medical therapv with H2 receptor 
antagonists and H + .K+-ATPase eg Roxatidinc, 

N izatidine,Rabcproazolc, 

PantaparezoIe,LansaperazoIc, etc are routinely used 
The tumors are slow-growing but frequently metastasize 
locally and to the liver. Chemotherapy is only partially 
effective and never cures the disease. 

Insulinomas are the second most common 
clinically important islet tumor in MEN I. These tumors 
are often small and multiple and are much less frequently 
malignant than the gastrinomas. Despite the frequently 
diffuse nature of the disease, dominant insulin-producing 
tumors can often be identified by selective portal venous 
sampling. Removal of the dominant tissue, or, if 
necessary, subtotal (80%) pancreatectomy is the primary 
therapeutic strategy. 

Pituitary Disease. As in sporadic disease, 
pituitary disease can present with a hypersecretion 
syndrome or with symptoms due to a sellar mass or 
hypopituitarism. Pituitary tumors occur in more than 
half of MEN I patients. Prolactinomas are the most 
common tumors. Adrenocortical hyperfunction can 
result from a pituitary adenoma or from production of 
ACTH or corticotropin-releasing hormone by a foregut 
carcinoid. Although nonfunctioning adrenal neoplasms 
are common in MEN I. primary adrenal neoplasms 
causing glucocorticoid excess are rare. Acromegaly can 
result from a pituitary' neoplasm or as a consequence of 
production of growth hormone-releasing hormone by 
pancreatic islet tumors. After consideration of ectopic 
hormone and releasing hormone production by 
nonpituitary tumors, the course and treatment of pituitary 
disease in MEN I resemble those of sporadic pituitary 
disease. 

Pathogenesis: Family studies have mapped 
the gene responsible for MEN I to the long arm of 
chromosome 11, band 11q 13. Additional genetic 
abnormalities consist loss or mutation of DNA at loci 
that include I Iql3.. The tumors are clonal expansions 
that may result from loss of function of a so-called 
tumor suppressor gene. Without identification of the 
gene, the identification of affected family members relies 
primarily on clinical screening. The most useful single test 
to complement a thorough history and physical 
examination is measurement of blood calcium, 
particularly ionized calcium, at intervals after age 15. 
Prolactin, gastrin, and fasting blood sugar 
measurements can also be useful. 

MULTIPLE ENDOCRINE NEOPLASIA MEN 
TYPE 11A (Sipples Syndrome). When hyperplasia or 
carcinoma of C cells is associated with adrenal medullary 
hyperplasia or pheochromocytoma and parathyroid 
hyperplasia, it is known as MEN 11 A. The inheritance 
pattern for MEN IIA is autosomal dominant, with a high 
degree of penetrance and variable expressivity: the gene 
(RET prolo-oncogene) was assigned by linkage studies to 
chromosome lOql 1.2, Multiple endocrine neoplasia type 
2 a is an autosomal dominant disease that presents with 
medullary carcinoma of the thyroid (MCT), 
pheochromocytoma, and, less commonly. 


hyperparathyroidism. Multiple endocrine nam“hTT 

<ype 2b is closely related to MEN 2a becauscTalso 

presents with medullary carcinoma of the thyroid mH 

pheochromocytoma and because both diseases man to ih • 

same genetic region—the periceniromeric reeion m 
chromosome 10. b 01 


MULTIPLE ENDOCRINE NEOPIa<;ia 
(MEN), TYPE IIB. (Mucosal Neuroma Syndrome) The 
distinguishing feature of MEN IIB, also called the 
mucosal neuroma syndrome, is the occurrence of 
multiple neuromas and a characteristic phenotvne 
associated with medullary carcinoma a „ d 
pheochromocytoma. This condition is also autosomal 
dominant, and 93% of families have a missense mutation 
of the RET proto-oncogene. However, the mutation is in 
exon 16, the tyrosine catalytic domain of RET; all patients 
have had the same point mutation 

MEN 2b presents with a number of abnormalities 

not found in MEN 2a, however. These include mucosal 
neuromas of the tongue, lips, eyelids, and 
gastrointestinal tract and a marfanoid habitus 
Hyperparathyroidism rarely occurs in MEN 2b. MEN *>h 

is less common than MEN 2a; both diseases arc rarerlh~m 
MEN I. 


In MEN 2a and 2b, the medullary cancers and the 
pheochromocytomas often present bilaterally. Careful 
prospective analysis of MEN 2a families has 
demonstrated that diffuse C cell hyperplasia precedes 
clinically obvious appearance of medullary cancer bv 
decades. C cell hyperplasia can be detected by 
measurement of calcitonin after administration of gastrin 
With current sensitive assays, the median age of 
presentation with C cell hyperplasia is 8 or 9. Virtually all 
MEN 2a patients eventually develop C cell disease. 
Complete thyroidectomy of patients with C cell 
hyperplasia has dramatically decreased the incidence of 
) r* It t 11 has been the major cause of death 
in MEN 2a. 

Half the patients with MEN 2a develop 
pheochromocytomas. Family screening allows the 
detection of pheochromocytoma before the development 
of hypertension. The first laboratory abnormalities noted 
include an increase in urinary epinephrine and in the 
ratio of epinephrine to norepinephrine in the urine 
Increases in urinary metanephrine and norepinephrine 
come later. The tumors are usually found in the adrenal 
glands and can be documented preoperatively by CT, 
magnetic resonance imaging, and |13fl|- 
metaiodobenzylguanidine scanning. 

Most patients with MEN 2a have been found to 
harbor point mutations in the RET proto-oncogene.. In 
contrast to the pattern in MEN 1, no evidence for somatic 
mutations in the RET region of chromosome 10 have been 
found in MEN 2a tumors.. The mutant RET genes are. 
therefore, likely to be inherited oncogenes. 

The transition from diffuse hyperplasiaoFC cells 
or adrenal medullary' cells to clonal neoplasms of the 
thyroid or adrenal probably requires subsequent somatic 
mutations. Such mutations include the loss of genetic 
markers on chromosomes Ip, 3p. 3q, and 22q that 
frequently occur in these tumors. 

Patients with MEN 2b harbor a point mutation 
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^ methionine-918 to a threonine within the ret 

th at . » s intracellular kinase domain. 

P 1 * 16 * Carriers of the MEN 2 genes can best be 

tified by serial measurement of stimulated blood 
’ d Htonin levels, starting at an early age. Rapid progress 
■ defining the RET lesions in MEN 2a now allows direct 
' enefi c t es * ing ’ re P lac ' n & calcitonin testing as a screening 

fool- 

McCUNE-ALBRIGHT syndrome. 

Cunc-Albright syndrome is the most dramatic 
■ mple of a spectrum of disorders that vary in severity 
cJC . presentation depending on the stage of development 
Jfihe original mutant cell. 

0 The McCune-AIbright syndrome is a 
ninherited disorder consisting of the triad of 
n °ly OS totic fibrous dysplasia, light brown pigmented 
Pfin | es ions (cafe-au-lait spots), and cndocrinopathy, 
usually precocious puberty. Multiple endocrine 
abnormalities can occur. 

I The precocious puberty, more often seen in girls 
than boys, is gonadotropin-independent. 
Hyperthyroidism is caused by autonomous 
thyroid nodules. 

I Acromegaly is caused by pituitary adenomas that 
produce growth hormone and, usually, prolactin. 

| Adrenocortical hyperfunction is caused by 
ACTH-independent adrenal adenomas. 

| Hypophosphatemic rickets, with normal blood 
calcium, phosphate wasting, and low or 
inappropriately normal levels of l,25(OH)2D3, 
may result from release of a humoral factor from 
the dysplastic fibrous tissue. 

The mutations in McCune-Albright 
syndrome are point mutations at arginine-201 in the 
GS a subunit; these mutations lead to prolonged 
activity of GS and inappropriate activation of 
adenylate cyclase. Increased levels of cyclic AMP lead to 
cellular proliferation and hormone secretion. McCune- 
Albright patients are genetic mosaics. Presumably, at an 
early stage in embryonic development, a point mutation 
occurs in the GS a gene of a cell that then proliferates, 
differentiates, and variably populates normal bone, skin, 
and endocrine tissues. In cell types in which elevations in 
cyclic AMP lead to proliferation, abnormal cells become 
predominant and lead to disease. Because the disease is 
never inherited, the mutation is presumably lethal when 
present in all cells of the embryo. 

AUTOIMMUNE POLYGLANDULAR 
DYSFUNCTION 

Organ-specific autoimmune disease, characterized by 
lymphocytic infiltration and organ-specific 
autoantibodies, commonly results in endocrine 
hypofunction or hyperfunction. Clinical manifestations 
of disease are usually limited to one gland. Not 
uncommonly, however, disorders of more than one 
endocrine gland appear in families or in individual 
patients. Characteristic patterns of disease presentation 
and genetic inheritance allow the definition of two 
syndromes with overlapping manifestations 

AUTOIMMUNE POLYGLANDULAR 


SYNDROMETYPE1. . , 

This rare disease presents typically in early 

childhood. Autoimmune polyglandular syndrome typ e 

is an autosomal recessive disorder. The appearance of 
organ-specific autoantibodies precedes disease 
presentation and predicts the development of specific end- 

organda™^ ocutaneous candid jasis occurs in virtually 

all patients and is usually the first manifestation of disease. 
Hypoparathyroidism and Addison’s disease are the 
most common endocrine manifestations; each of these 
diseases occurs in 70 to 80% of patients. 
Hypoparathyroidism usually precedes Addison s disease, 
both diseases typically present before age 15. Premature 
ovarian failure (in 60% of affected women) usually 
presents as secondary amenorrhea; testicular failure 
occurs less frequently. Insulin-dependent diabetes 
mellitus occurs in 12% of patients, usually in 
adulthood; hypothyroidism is un-common. 

Nonendocrine components ot this syndrome, in 
addition to the mucocutaneous candidiasis, include 
alopecia, vitiligo, corneal opacities, autoimmune 
hepatitis, enamel hypoplasia of teeth, tympanic 
membrane calcification, nail dystrophy that correlates 
only loosely with obvious candidiasis, parietal cell 
atrophy and vitamin B12 malabsorption, and more 
general intestinal malabsorption with steatorrhea. 
Asplenism, with Howell-Jolly bodies on peripheral blood 
smears, has been noted in several patients. 

Each of the disease components should be sought 
when any patient presents with hypoparathyroidism, 
primary adrenal insufficiency, or mucocutaneous 
candidiasis. The hypoparathyroidism is treated like the 
sporadic disease with oral calcium and 1,25- 
dihydroxy vitam in D. although variable intestinal 
malabsorption can present a particular therapeutic 
challenge. The candidiasis can be satisfactorily controlled 
with ketoconazole. 

AUTOIMMUNE POLYGLANDULAR 
SYNDROME TYPE 2. This syndrome is considerably 
more common than the type 1 syndrome and typically 
presents in adulthood. Insulin-dependent diabetes 
mellitus and thyroid dysfunction—either autoimmune 
hypothyroidism or grave's disease—are the most frequent 
manifestations. Addison’s disease is the third major 
endocrine component of this disorder. Although most 
patients who present with autoimmune di h e i s . 
disease have clinical involvement ot only one gland, a 
large fraction of patients with autoimmune addison's 
disease develop clinically evident disease in other 
endocrine glands. Less common components of the tv pe 2 
polyglandular syndrome include primary 
hypogonadism and hypophysitis. Pernicious anemia, 
vitiligo, celiac disease, alopecia, and myasthenia gravis 
are also associated with th is syndrome. 

The treatment of each component of this 
syndrome is identical to the treatment of each disorder in 
isolation, although possible clustering ot diseases must be 
kept in mind during the evaluation and follow-up of all 
patients with each individual component disorder. 

Autoimmune polyglandular syndrome type 2 is 
ncnallv inherited in families with characteristic HLA 
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associations. Typically, several different autoimmune 
iscases occur in each family. Autoimmune vulnerability 
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Ancieffl ' 0 In Children - A Challenge 

Ahmad Lone, Shakir Ahmad WanfZubair Ashal, FazalQ. Parray 


in children - A challenge 

^ Anemia is the principal nutritional dearth in the 
rid and it especially affects children and pregnant 
' VO fnen in developing countries. Nutritional Anemia 
"rcording to the WHO, is a state in which the hemoglobin 
3C centration in the blood is lower than levels considered 
C ormal for the age, gender, physiological state and 
B |titude, as a consequence of shortage of essential 
utrients, independent of the cause of this deficiency" 21 . 
Nutritional anemia includes lack of nutrients such as iron, 
folic acid, vitamin B„ and copper, vitamin C and E and 

* A i^l 
vitamin A . 

The occurrence of anemia due to iron deficiency 
is labeled as iron deficiency anemia" 1 . This deficiency is 
the most common nutritional disorder in infancy, and it 
affects communities not only in developing nations but 
also in highly industrialized countries 1 Iron deficiency 
anemia also affects women of child bearing age 11 *'. 

Etiology 

The main factors involved in the etiology of 
anemia in children are the iron reserved at birth, growth 
rate, diet and iron loss'**. Organic physiological loss of 
iron occurs in bile, urine and cellular desquamation of the 
skin and intestinal lining. In children, loss also occurs due 
to blood in the feces and by the use of whole milk in liquid 
form during the first year of life* 1,1,1 . Another possible 
cause of iron loss is the presence of intestinal parasites, 
although several studies have shown that the majority of 
parasitic diseases have secondary importance in the 
etiology of iron deficiency anemia in under 5-year olds 12 


16 


4' 

The most significant weight gain and storage of 
iron by the fetus occurs during the last trimester of 
pregnancy. Premature births, intrauterine growth 
restriction and multiple pregnancies are factors that lead 
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to iron deficiency anemia within the first six months of 
life, caused by low stocks of iron at birth ' . The average 
iron concentration per kilogram of body weight at birth is 
70mg/Kg for full-term infants" ‘"L The average daily iron 
needs are from 0.72mg to 0.46mg for children from five 
months to one year old and from one to three years o , 

respectively . 

In the diet, the quantity of bioavailable iron is 
important, and this is determined by stimulation and 
inhibitory factors that exist within a meal""’. Among the 
iron absorption stimulation fetors in the diet are orgams 
acids, in particular ascorbic acid, which is found in citric 
fruits' 1 * 1 . Among the iron absorption inhibitory factors are 
phytic acids, which is found in fibres, whole grains and 
beans"' 1 , oxalic acid, which is found in spinach and 
beetroot' 2 ' 1 , and tannin, which is found in tea, coffee and 
chocolate . Calcium, which is present in milk and dairy 
products' 21 , and other minerals that are close to iron in the 
periodic table, which compete with the same intestinal 

absorption 12 ’ 1 , also inhibits the absorption of iron. 

For full-term newborn babies, the iron deposits 
at birth provide the needs for this mineral until four to six 
months of age. Breastfeeding alone acts as a protective 
factor during the first months of life and, in spite of the 
low' iron content of human milk (0.26 to 0.73mg/L), the 
mineral in mother’s milk has high biolavailability and 
absorption (around 50%) . Because of the greater 

physiological requirements within the first two years of 
life, and specifically from 6 to 12 months because of the 
accelerated growth during this period, it is rare that the 
child will manage to ingest the recommended daily 
amount of iron. This is true even when good sources of 
bioavailable iron are introduced into the diet. Thus, 
preventive iron supplements are usually necessary for this 

age group" 71 . 

Prevalence 

According to the United Nations Childrens 
Fund (UNICEF), 90% of all types of anemia in the world 
are due to iron deficiency" 1 . In South and Central 
America, iron deficiency anemia has been a severe public 
health problem, affecting as many as 50% of pregnant 
women and children' 

Consequences of iron deficiency in children 

Studies show that children with iron deficiency 
present worse performance in psychomotor tests than do 
non-anemic children. The greatest prevalence of iron 
deficiency among breastfed infants coincides with the 
final period of rapid brain development (six to 24 
months), when the motor and cognitive skills take shape. 
Long-term prospective studies have also identified 
persistent cognitive deficiencies in 10-year-old children 
who had suffered from anemia during the first month of 
infancy. 

In South Africa, six to eight-year-olds who were 
observed to have low iron reserves, presented with 
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retarded growth in comparison with those who had 
norma! reserves. A boost in the growth of iron-defient 
preschool children was seen after supplementation of this 
mineral. Also, 12 to 18-month-old children with iron 
deficiency presented the same rate of psychomotor 
development as did non-ancniic children, after four 
months of treatment with iron supplements. 

Iron deficiency can also negatively affect 
cellular immunity, even before the child becomes anemia, 
and this can lead to an increase in illnesses such as 
diarrhoea, respiratory disease and other infections. These 

effects can be reduced by iron supplementation or good 
fortification. 

Forms of control 

Despite the efforts by the World Health 
Organization (WHO), with their disease eradication 
programmes, most of the world still faces difficulties in 
eliminating public health problems. In Brazil, the 8~ 
National Health Conference, which took place in 1987, 
accepted the health depends, among other things, on the 
state of the diet, housing, environment, salary, transport, 
leisure, liberty and access to healthcare services. This 
stance diverts attention from the disease as presented to 
the doctor, and leads to consideration of the human being 
as a whole and his living conditions. Thus, the emphasis 
in the debate on health is redirected from the purely 
biomedical and curative viewpoint to a broader, 
preventive new involving social and educational aspects. 

Additionally, the debate on health as a basic 
human right has been reopened. To this, a special 
emphasis on childrens' rights to health should be added, 
because of their immaturity an d consequent incapacity for 
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Images in Medicine 



t limcal photographs of a 55 yrs. Postmenopausal female, a known case of scleroderma treated for 
breast cancer. It is notable that imaging studies in the patient show features of interstitial lum> 

disease difficult to differentiate from lymphangitis carcinomatosa. In the latter case more diffuse 
nodular pattern with kerleys lines are more prominent. 



Fig. 2 Photograph depicting sclerodactly 
(glistening, thickening, hide-bound telangiectatic skin), 
atrophy and beaking of nails pseudoclubbing) 


Fig. 1 Photograph showing the typical 
puckering of mouth in scleroderma 


Fig. 3 CT Scan showing bilateral extensive 
interstitial fibrosis with cystic changes. 



Fig. 4 X-ray chest showing interstitial disease 
pattern restricted to bases. 
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_ hospital's today 

Human Immuno Deficiency Virus (HIV) Infection & Role of Hospitals 


AjazMustafa MD; GJ Qadri MD; NA Pandit MD. 



Abstract : 

Human Immuno Deficiency Virus (HIV) infection a dreaded scourage has far reaching consequences 
on human lives. In a recent UN report it has been estimated that world has HIV infected population of about 40 
million with almost half infected adults being women. Globally HIV is known to spread rapidly if it crosses 1% 
prevalence in the adult population. It is reported that in India about 5.1 million were living with HIV in 2003 and 
in states of Andhra Pradesh, Maharashtra, Karnataka and Nagaland, HIV prevalence has crossed the 1% 
mark among pregnant women. It has been also reported that the sex workers and drug injectors are topping 
among the high-risk group of patients in some Indian states. As per the estimates about 10% patients infected 
with HIV are expected to be seriously ill requiring hospital in patient care and about 30-40% with symptoms 
requiring care at the various ambulatory care facilities. Such a scenario puts among others, health care 
professional/ workers at a higher risk of exposure to HIV infection from the patients seeking help from the 
various health care institutions. In order avoid its consequent effects a multi disciplinary approach is required. 
The modern hospital, a complex of multi purpose institution has varied functions which include the prevention 
and treatment of diseases, the education of health professionals / workers and patients and conduct of bio- 
socio and clinical research based on the community needs. Thus hospital in tackling the problem of HIV/AIDS 
need to have a policy statement focusing on the needs of HIV positive patients and on the specific risks of 
providing care to such patients. The hospital are to provide infrastructure, trained manpower, and required 
material and sound hospital practices that would facilitate prevention and control along with the treatment of 
the patient. Hospital will also be required to ensure safe blood/ blood products transfusion, undertake various 
information, education and communication activities regarding HIV risks, prevention strategy. The hospitals 
need to initiate a clear policy regarding use of various disposables, sterilization and sound disinfectant and 
antiseptics practices in the hospital settings. Without aggressive prevention efforts the menace of HIV/AIDS 
will continue to spread thus every health care professional / workers has a role in identifying people at high risk, 
offering education and counseling, encouraging testing and linking HIV positive patients with treatment and 
social service. This is the most cost effective humane way to reduce the ill effects caused by the HIV / AIDS 
disease and avoid a global disaster in the world especially in the South East Asia with India being no exception. 

JK-Practitioner 2006;13(4):233-238 _ 

Nosocomial Infection is the single most important factor that 
adversely affects the performance and image of the hospital. The greatest 
contribution to science has been to demonstrate, by sound laboratory and 
clinical research, a rational approach to understanding the causation of 
infection based on Pasteur’s demonstration of an unseen ambient 
microbiological world. His revolutionary approach emphasized that 
microorganisms must be prevented from entering a wound during or after 
operation and that if microorganisms were already present, they must be 
prevented from spreading and Health Care Workers / Professional have a 
crucial role to play in this regard. 

Hospital policy regarding AIDS should aid in fulfilling the basic 
objectives and responsibilities of the hospital. The modern hospital is a 
complex, multipurpose institution, its functions include: 

0 The prevention and treatment of disease. 

0 The education of health workers / professionals 
and patients. 

0 The conduct ofclinical research. 

The most fundamental goal of the hospital is to benefit its patients. 
This goal is grounded responsibilities to provide competent and considerate 
health care and to protect patients from avoidable harm. In addition to 
patients, the hospital bears responsibility to the health care workers and 
employees who work within it from unnecessary risk of harm in the 
performance of their duties. 

[tr iplications of HIV for hospitals : The unknown, apparently healthy HIV 
infected is reporting to hospitals, clinics and other healthcare institutions for 
various medical, surgical, gynecological and other ailments, just like an> 
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other patient. With ihe present estimated prevalence and 
keeping in view the patient load at different types of 
hospitals, the following scenario is expected: - 

0 Medical school/ stale level hospitals with Out 
Patient Department load of about 1000-2000 per 
day on an average of 1-2 asymptomatic / 
symptomatic HIV positive cases is beine 

unknowingly treated every day. 

0 District hospitals with Out Patient Department 
load of 3-4 hundred patients per day will have lor 2 

seropositive patients per week. 

0 Pregnant women: Statistical projections of HIV 
prevalence in pregnant women, suggest that on an 
average about 20,000 deliveries in seropositive 
women take place every year of whom about 6000 
deliver HIV infected babies (33%); thus health 
care professionals would be conducting deliveries 
of HIV positive women. 

0 This load, as per pro jections, is going to increase 

in the years to come, thus as a routine all hospitals. 
Primary Health Centers and other healthcare 
institutions need to implement infection control 


deadly infection for HI V +vc individuals. According to 
CDC. people co-mfcctcd with HIV and TB arc up to 800 
nines more likely to develop active TB disease durine their 
lifetime than people who arc HIV negative, TB is the cause 
of death for one of every three people with AIDS 
worldwide. Spread or HIV has helped fuel TB epidemic 
The CDC recommended that all people infected with HIV 
should be tested lor TB. and il infected, should complete 
treatment as soon as possible to prevent the onset of jri 
disease. 

The CDC estimates that approximately 
one quarter of HIV positive people in the US are also 
infected with HCV. Incidence is even higher among HIV 
positive injection drug users (50*90%). The US public 
health service guidelines recommended that all HIV 
infected persons should be screened for HCV infection. The 
CDC also recommends that susceptible co-infection 
patients should receive Hepatitis A and Hepatitis B 
vaccines. Their risk of developing either or both of these 
viruses is increased by the co-infection. The risk of 
developing HIV infection from a needle prick with infected 
blood is about 1:300 without prompt antiretroviral 


procedures all the time. 

jff/.vA factors for occupational MV infection*: The risk for 
occupational HI V was increased when: 

0 The occupational exposure is deep as compared with 
superficial (P<0.0001) 

0 Blood is visible on the device causing the occupational 
exposure (P=0.0014) 

0 The device causing the exposure has been placed in a 
source patient's vein or artery (P=0.0028) 

0 The patient dies within 60davs of the exposure 
(P=0.001l) 

0 The exposed health care worker does not take 
Zidovudine post exposure chemoprophylaxis 
(P=0.0026) 

(Risk factors for occupational HIV infection 
identified in retrospective case control study in the USA, 
UK and France. (CDC and Prevention) 

HIV infection is transmitted via blood, semen, and 
other body fluids; caring for HIV positive poses some risk to 
health care workers / professionals who come in contact 
with these body fluids. As the number of HIV positive 
patients grow' the risk of exposure increases. Transmission 
of infection cannot occur, however, unless infected fluids 
have some route of entrance into the body, such as a needle 
prick, open wound, or mucous membrane exposure. Even 
w hen these exposures do occur, the risk of infection is very 
low. In a recent review of 5 published studies of a total of 
770 HCP / HCW who accidentally received parenteral or 
mucous membrane exposure to infected body fluids, only 3 
persons were HIV sero-positive and in only 1 of these 
cases, involving deep intramuscularly injection of a 
substantial quantity of blood was sero conversion 
documented by blood samples obtained before and after the 
event. This review concludes that the upper 95% confidence 
limit for the risk of infection after accidental exposure to 
HIV is 0.76% compared with a 12-17% risk of sero 
conversion after accidental injection of blood or serum from 
patients positive for Hepatitis B surface antigen. 

Tuberculosis (TB) is the most common and most 


treatment. To prevent transmission of HIV to Health Care 
Workers, the CDC recommends that post-exposure 
prophylaxis (PEP) should begin wiihin 1-2 hours after the 
exposure (CDC 2001), 

Care of HIV positive patients required exotic 
technology or professionals with special expertise 
unavailable at most hospitals, the care of such patients 
might be an unreasonable burden for most hospitals to bear. 
In fact, however such patients need hospital care for many 
conditions of all kinds, and the nature of that care is often 
not significantly different from that of other patients. 
Refusing hospital care on the basis of HIV infection or 
AIDS would be an unfair, callous, and unreasonable action. 
Such a refusal would be as unfair as refusing care solely on 
the basis of a patient's race, sex, or religion. Therefore, 
especially in view of the significant potential for 
discrimination against HIV positive patients, hospitals 
should clearly express their willingness to care for these 
patients. 

Number of AIDS patients grows rapidly over the 
next few years, their exclusion from most low experience 
hospitals would greatly exacerbate the already serious 
burdens of AIDS care at high experience hospitals, 
threatening the survival of these latter hospitals and 
ultimately jeopardizing access to care for AIDS patients. 
Rather than turning away AIDS patients, then, hospitals 
with few AIDS patients should perhaps attempt to gain 
more experience in caring for them, or at least provide 
intensive education in the care of AIDS patients for their 
personnel. Bennett et al suggests that policy makers 
consider creating regional AIDS centers, which could be 
especially valuable in pursuingclinical research on AIDS. 

On establishment of HI V infection in a community 
it is estimated that out of total infected patients 10% will be 
seriously ill requiring hospital in-patient care. 30-40% will 
be symptomatic, requiring out patient care etc. with the 
present available hospital beds about 7 lakh bed in 
government sector (including ESI, PHC), there will be 
acute shortage of hospital beds even for AIDS related cases. 
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"Tijcmatemity hospital need not care for non-obstetric 
AP^s patients but should be willing to provide obstetrical 
^ for women with AIDS who need such care. A private 
car<? rn it V hospital should also provide appropriate care for 
n1fl 'onian with AIDS who can afford that care. Presently 
3 w : sll0 law enacted to make it mandatory for private and 
ionaiy hospitals, to treat HIV positive cases, (although 
e private/ missionary hospitals on their own initiative 
j cC ided to accept HIV patients for treatment, just like 
* l3Vt other patient). Further in view of chronic illness and 
many patients will not be able to afford private hospital 
fitment. Thereby HIV patients will use government 

hospitals in India. 

n yiniK. relevant to its transmission in Health care 

[ n view of the persistent, wide spread fear of 
utracting AIDS, hospitals must make a strong effort to 
ducate and counsel their workers on the extent of their risk 
e ] on techniques for risk reduction. Better understanding 
a, fthe situation can allay a great deal of fear and overcome 
°eluctancetocane for HIV positive patients. After providing 
r ropriate education and counseling, therefore, hospitals 
Jliould also take action against employees who refuse to 
rake care for patients with the HI V infection. 

HIV is transmitted through blood and blood 
related body fluids / products (Serum, pus and 
blood fractions), and through semen and vaginal 
fluids. Infectious fluids also include other body 
fluids with the above infectious fluids such as 
bloody or purulent sputum, saliva, bloody feces, 
urine etc. 

HIV is not transmitted through Saliva, Urine, 
tears, sweat and feces (so long as these are not 
contaminated with infectious body fluids). 

Breast milk is a route of transmission particularly 
in a recently infected woman (mothers who were 
sero negative before delivery, but accidentally 
transfused HIV +ve blood during delivery). 

HIV is an extremely fragile virus, inactivated by 
drying within a few minutes on exposure to 
atmosphere. 

Relative infectivity and risks with HIV 
o Exposure prevent able. 

o Prevalence of patients increasing. 

o 1 »j/s titer 10 to 1000per ml of blood. 

o Infection risk with single exposure < l %. 
o Prevalence in HCP < 0.01 in USA. 

o Mortality rate > 90%. 

Still in spite of low infectivity less than 1% (HBV 
10-13%) has succeeded in raising and unprecedented 
awareness of infection control, which HBV did not. 

HIV is readily inactivated by the most commonly 
available disinfectants and by routine infection 
control measures. 

Intact skin is a complete barrier against HIV. Risk 
of infection from needle injuries is less than 1%. 
Prolonged direct contact of blood or splashes of 
blood into open skin lesions, eyes, or mucous 
membrane of nose or mouth also carries risk of 
transmission (0.1%). 


• HIV transmission through aerosol inhalation has 
not been documented so far. (Aerosol are not 
released into the atmosphere in the course of 

surgeries) ^ 

Risk of transmission from HIV infected H 
HCW to patient does exist. HIV infected surgeons 
or any HCP should not be involved in invasive 

procedures. 

prevention SUalesm to tlecr rase r isk of HI Vinfectiq ru 

Use of Standard Precautions or of other Isolation 
Procedures designed to place effective barriers 
between HCW/ HCP and blood or other body 

fluids. , . _. 

Educating new staff and retraining existing statt 

regarding occupational risks for blood-borne 
pathogen infection in the context of other 
occupational risks present and prevalent in the 
health care work place; making certain stafTaware 
of these risks. 

Including information about all occupational risks 
in biomedical training schools curricula. 
Evaluating all procedures associated with 
occupational risk for exposure to blood borne 
pathogens (particularly those presenting risks for 
trans coetaneous exposure), with the intent at 
modifying the aspects of those procedures 
associated with risks for occupational exposures. 
Aggressive use of newly developed engineered 
controls, including careful evaluation of safety 
devices for safety, efficacy and cost-effectiveness, 

, « * I ' a (_& - 4Unr A 


tests. 

Development of efficient, readily accessible, user- 
friendly institutional post exposure management 
systems, including the option tor post exposure 
antiretroviral chemoprophylaxis for documented 
occupational HIV exposures (Beekmannetal). 

Infection Control Practices: 

Hospital Infection control Practices can reduce the 

risk of exposure to HIV infected blood and body fluids. 
Center for Diseases Control (1987) has recommended the 
use of Barrier Precautions for all patients when contact with 
blood or body fluids is anticipated, this approach, usually 
referred to as “Universal Precautious 1 ', has been endorsed 
by the American Hospital Association (1987); Under 
universal precautions, HCP/HCW should assume that the 
blood and other body fluids from all patients are potential!) 
infectious, and therefore should follow infection control 
precautions at all times and in all settings. Meticulous 
adherence to universal precautious is recommended by 
CDC for the care of all patients and mandated by 
Occupational Safety and Health Administration (OSHA). 
“Standard Precautious" is a newer term that hospitals and 
other agencies are moving towards. It includes all 
recommendations for Universal Precautious plus body 
substances isolation (BS1) when other potentially infectious 
material (OP1M) is present. 


Universal Blood and Body Fluid Precautions/ Standard 
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Precaution: 

Hand Washing 

Barrier techniques to prevent contact of blood or 

body fluids with skin or mucous membrane 
includes 

o Useofgloves 
Useofmask. 

Protective eye and face shields, when 
appropriate. 

Gowns and Aprons. 

Compulsory use of fully buttoned up 
aprons in labs. 

Ban on mouth pipetting of blood / serum for tests. 


o 

o 

o 

o 


assessment of new safety devices has been su^^TT 

emphasizing the importance of creatine a multidiJi 8 ?' Cd ’ 

team, including the primary users of the devices, to assist b? 
• Performing the analysis; s ->° assist in; 

Developing prevention strategies tailored to 
institution s specific needs; an 

Developing relevant criteria for assessment of the 
design and performance ofthc device; 

Objective testing ofthe devices in clinical settinas- 

Carefully analyzing performance and cosi 

effectiveness before makinga product selection 

Deve opment of a process for the systematic 

objective evaluation of these devices is crucial for 

effective risk reduction at all health care 
institutions. care 


Disinfection of soiled material /used instruments 
/ soiled surfaces. 

Hospital Waste Disposal. 

Risk to HCW / HOP of-HIV infection even after 
accidental parenteral exposure is low the risk to other 
patients from HIV +ve patients must be vanishly small since 
the exposure of patients to the body fluids of other patients 
in modem hospitals is rare and all but eliminated by 
prescribed infection control practices such as hand washing 
after patient contact. A potentially greater risks to non 
infected patients would be contact with HIV +ve HCW / 
HOP. though the degree of risk in this case presumably 
would depend on the nature of such contact and especially 
the potential for parenteral or mucous membrane exposure 
to body fluids of the infected HCP. Documented case of 
transmission of HIV infection from two HCP(a dentist and 
an orthopedic surgeon) to patient. 

Hands ofthe hospital personnel are by far the most 
convenient vehicle for transmission of infection while the 
hands of the carrier are frequently used to comfort and treat 
the patients. The role of hands in cross infection is 
paramount. The modest measure of hand washing is to 
decontaminate hands off the transient organisms is most 
often ignored, resulting in vulnerability ofthe patient in the 
hospital to itrogenic nosocomial infection. The majority of 
transient organisms are removed by mechanical action of 
hand washing or chemical action of hand disinfection. 
Nevertheless HCP/ HCW fail to wash their hands and still 
fail to appreciate the importance of doing so. 

Work practice controls can eliminate a substantial 
fraction of occupational exposures to blood-borne 
pathogens; modifying medical devices associated with 
exposure risks can reduce risk further. Some of these 
devices have been tailored to the needs of specific hospital 
settings (e.g. the operating suite); other specific procedures 
(e.g. phlebotomy) are associated with decreased risk of 
cutaneous and / or percutaneous blood exposures: 

A surgical repair assist device. 

Blunt surgical needles. 

Surgical finger guards and glove liners. 

Phlebotomy equipment. 

Needle-less intravenous administration systems. 

Modified (e.g. self-capping) intravenous 

catheters. 

Developing a systematic approach to the 




According to NACO, it is safer to care for Hi V + v ' 
patients in the general ward, provided sterilization 
and disinfection of invasive instruments/ 
equipments is being done. Gloves are not m 
used for routine patient. be 

Nurses/ HCW with cuts / injuries or dermatitis 
should have water proof dressing on it. Preferably 
they should not work with HIV patients as lone as 
broken skin on hand, and forearm or other 
vu Inerable areas are there. 


Storage and transport of items used on sero¬ 
positive cases should be separate, marked and kept 
in puncture resistant containers, containing 
appropriate disinfectant. 6 


All spillage/ contamination/ soilage of blood and 
body fluids should be flooded and soaked in 1% 
bleach solution for 30 minutes. 

Linen soiled with blood / OPIM be treated as 
contaminated. Contaminated laundry must be 
bagged at the location where it was used, and shall 
not be sorted or rinsed in patient care areas. It must 
be placed and transported in bags that are labeled 
or colour coded (red). Laundry workers must wear 
protective gloves. 


me cotton ana 


auiyiie/ symneuc Blanket are 
preferred to woolen blankets since these can be 
easily decontaminated when soiled and washing is 
also cheap and easy. These can be handled like 
linen. Contaminated soiled woolen blankets can 


be decontaminated either by exposing to 
formaldehyde vapours or autoclaving. 


AH infectious waste must be placed in closable, 
leak proof containers or bags that are colour coded 
(red) to prevent leakage during handling, storage 
and transport, essentially decontamination and 
safely rendering unfit for reuse. 

Tags must be used until the identified hazard is 
eliminated or the hazardous operation is 
completed. Tags must contain a signal word or 
symbol and a major message. The signal word 
shall be ‘‘BIOHAZARD” or the biological hazard 
symbol. All employees are informed about the 
meaning of the various tags used throughout the 
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workplace and what special precautions are 
necessary. 

Electronic thermometers with disposable covers 
do not need to be cleaned between users unless 
visibly soiled. Glass thermometers should be 
soaked in 70-90% ethyl alcohol for 30 minutes, 
and then rinsed under a stream of warm water 
between each use. Glass thermometers pose an 
additional hazard because they contain mercury, 
which is a potent neurotoxin. 

i/urinu surgery of HIV patients: 

Reconsider the need for the surgery pros and cons, 
wound healingetc. 

Use of disposables as for as possible. 

All non-disposables including tubing's, suction 
fluid bottles, humidifiers used, to be thoroughly 
cleaned and disinfected, if not possible to clean 
exposed interiors, such items should be discarded 
after decontamination, 
o Knife preferred to diathermy, 

o Skin closed by clips, not sutures, 

o Thorough cleaning w ith 1% bleach of 

floor, walls, table sides, surgical light, 
fans, trolleys, every other possible place 
with 7% Lysol. 

o Use of protective Barriers. 

p'hat should be done folio wine an exposure? 

Don't get panicky 

Needle pricks and cuts should be washed with 
soap and water. 

Splashed to the nose, mouth or skin should be 
flushed with water. 

Eyes should be irrigated with clean water, saline or 
sterile irrigates including contact lenses. 

Do not put the pricked finger in mouth re flex ly. 
Report the exposure to concerned authority. 

Treat the condition as an emergency preferably 
within two hours. 

Prevention & Risk reduction; 

HIV/AIDS are preventable. Screening of blood 
and blood products for the HIV has reduced the risk of HIV 
transmission with transfusion to 1:1,000,000. Following 
universal precautions in health care has unquestionably 
prevented thousands if not millions of cases of HIV/ AIDS. 


According to the CDC. occupational exposure w HIV has 
resulted in only 57 cases of HIV sero convers on among 
health care personnel in the U.S. between 1985 andJune 
2001 That's the good news. Virus is transmitted through 
behaviours that many people find pleasurable-sexual 
activity and injection drug use prevention can be difficult, 
but not impossible. "Stigma and discrimination are the 
major obstacles to effective HIV/ AIDS prevention and 
care Fear of discrimination may prevent people from 
seeking treatment for AIDS or from acknowledging their 
HIV status publicly. People with, or suspected of having, 
HIV may be turned away from health care services, denied 
housing and employment, shunned by their friends and 
colleagues, turned down for insurance coverage or refused 
entry into foreign countries. In some cases they may be 
evicted from home by there families, divorced by their 
spouses, and suffer physical violence or even murder. The 
stigma attached to HIV/ AIDS may extend into the next 
generation, placing an emotional burden on children who 
may also be trying to cope with the death of their parents 
from AIDS. Focus on stigma and discrimination: campaign 
will encourage people to break the silence and the barriers 

to effective HIV/ AIDS prevention and care. 

Action Plan 

1) Develop a sound and effective hospital infectious 
control policy and monitor its implementation. 

2) Health education to public/ patients and 
attendants. 

3) Awareness programmes for the hospital staff 
including doctors, nurses and other health care 
workers. 

4) Hospital staff to assume that every patient is 
potentially infectious. 

5) Encourage use of Universal Precautions and 
Standard Isolation Precautions. 

6) Develops an effective method of reporting 
exposure pricks/ cuts and implement the 
recommended protocol to handle exposed staff. 

7) Earmark a specific inpatient area with facilities of 
barriers nursing for admitting the AIDS case with 
TB. 

8) Logistics to be made available to the staff treating 
AIDS cases. 

9) Safe and appropriate policy tor hospital waste 
from generation to final disposal. 
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Compl eteness ®* ooc * Transfusion Forms in SMHS Hospital Srinagar 

tiaseem Qureshi, Mohammad Ismail Qadrl, Nazir A. Khan, Muneer Ahmad, Shabnam Khan, 
Gh . Hasson 


abstract: 

In the study one thousand blood requisition forms from various departments ronuiri'rwj 

Qrinaaar were scrutnized to assess the completeness of information submitted about the , ^ .. t nartiallv 
^fusion. I. was found that complete parent address was mentioned only in-1.4% 

/•nmDlete address in 67.5% of patients and no address was mentioned in 31 /o ot pane 
Hiaanosis of patients was mentioned in 60.2% patients, indication for transf usion was mentione V 

ffl?nte?history of previous transfusion in 59.8% patients. Indication for type of blood requisition in 69.2/. 

Relative donors were provided in 83.8% patients. Indication for transfusion given apparent y _ 

provisional diagnosis given in 93%, type of requisition mentioned apparently coincided with c g 

given in 84% of cases. 


JK-Practitioner 2006 : 1 3f4V239-241 


Authors’ affiliations: 

Waseem Qureshi, 

Medical Superintendent , Govt. 
SMHS Hospitall Sr/nagar 
Prof. Mohammad Ismail Qadri 
Head of Department Transfusion 
Medicine & Hematology , SMHS 
Hospital, Srinagar 
Nazir A. Khan, Gh. Hassan 
Casuality Medical Officer, SMHS 
Hospital , Srinagar 
Muneer Ahmad 

Resident Medical Officer, SMHS 
Hospital, Srinagar 

ShabnamKhan 

Assistant Surgeon, J&K Health 
Science s. 

Accepted for publication: 

May 2006 

Correspondence 
Dr. Waseem Qureshi 

Medical Superintendent 
Govt. Medical College, SMHS 
Hospital, Karan Nagar, Srinagar, 
Kashmir-190010, India 


INTRODUCTION f 

Blood transfusion is an essential component of therapy tot a 

wide variety of disorders. Until Harvey's doctrine of the circulation ot 
blood was proposed in 1616, the concept of blood transfusion had no 
rationale. The concept of transfusion therapy developed once it had been 
accepted that blood circulated and that the intravascular space might e 
replenished with fluids introduced from outside the body. The first 
transfusion of blood in humans occured in 1667 1 . Progress was slow 
thereafter because of the complexities of transfusion, which we now 
recognize, particularly the incompatibility of interspecies and intra¬ 
species transfusion 1 . By the early 20th century, transfusion as a 
therapeutic measure was still cumbersome and risky, but urin 0 an 
shortly after world war 1, technical progress permitted the rapid 
expansion of blood banking and of blood transfusion as a therapeutic 

modality.'. ... .• ,• , vf 

Recently component therapy has broadened the application ot 

transfusion therapy from blood volume support to the specific 

replacement of most blood cells and many plasma proteins. However, 

prudent use of these agents requires an understanding of then- 

indications, limitations, potential benefits and hazards . Technical 

advances continue, particularly in the more efficiently use o 

components and fractions of donor blood, improvement ol donor 

screening techniques, immunological matching of donor blood products 

with recipients and development of recombinant products. Transfusion 

medicine has recently been recognized as a specially of its own. The 

Acquired Immune Deficiency Syndrome epidemic and transfusion ot 

other infectious agents through blood transfusion have revolutionized 

the practice of transfusion medicine. A detailed .information regarding 

the blood group, history' of previous transfusions, antigen'antibody 

status of the recipient is essential to ensure safe transfusions. Similarly 

the detailed documentation of the various tests done on the donor blood is 

essential to trace out any source of error which may be responsible tor the 

minor or the major transfusion reaction. We undertook this retrospective 

study to study the completeness of the documentation regarding blood 

recipient (clinicians job) and regarding issued donor blood (Blood Bank 

Job). 

MATERIALS AND METHODS: 

The study titled “Completeness of Blood requisition Forms in 
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_ SMHS Hospital Srinagar” was carried out in the 

. M . e ^ icine & Hematology Department of 
SMHS Hospital Srinagar. One thousand Blood requisition 
forms received for blood transfusion from various 
departments of SMHS Hospital Srinagar like Surgery 
Medicine. ENT etc. over a period of six months were 
included in the study. All the requistion forms were 
scrutinized and analyzed as per the following proforma. 

OBSERVATIONS & DISCUSSION: 

The study of completeness of Blood requisition 


previous transfusion about the patients in need of blood wa< 

rXTIo 2"/^ Tv 9 8 °f ^ a,i ! n ' S 8ndUWas —ned 

in 402 (40.2/o). Type of blood requisition weather ureent 
routine, stat etc. was mentioned in 692 (69.2%) requisition 
rms and it was not mentioned in 308 (30 8%) i> 

S r Sn 580 n (M8 d l«/? h . a me “ 
cZ^m n ,62(.6 2%!^i P e^ n,S a " d ^ 

. . Donor selection is undertaken with two eoals in 
mind, to protect the health of the donor by ensuring that" 
donation does not place the donor at risk, and to protect the 
recipient by ensuring that the donor meets all health and 


1. 

2 . 

3. 

4. 


Patients address 

Diag / Provisional Diagnosis of Patients 
Indication of Transfusions 
Whether indication for transfusion 


Complete / Partly Complete / Not given 
Mentioned / Not mentioned 
Mentioned / Not mentioned 


5. 

6 . 

7. 

8 . 

9. 

10 . 


given coincides with clinical diagnosis 
History of previous transfusion 
Type of requisition 
{Stat / Routine / Urgent) 

Whether type requisition mentioned 
coincides with Clinical Diagnosis 
Relative Donor Provided 
Reasons for not providing relative donor 
Blood Receipt by treating Unit 


Yes/Not 

Mentioned / Not mentioned 
Mentioned / Not mentioned 


Yes / No 
Yes/No 

Given / not given 
Complete / Incomplete 


forms in SMHS Hospital Srinagar was carried out with a 
view to assess the seriousness of resident staff in various 
departments of SMHS Hospital Srinagar in filling the 
various columns of Blood Requisition Form which are 
purely essential and scientific. 

Blood centers are licensed in accordance with the 
manufacturering guidelines of the Food and Drug 
Administration (FDA) in the United States or its 
counterparts in other countries. Additional professional 
standards are set by the American Association of Blood 
Banks (AAB) 1 in USA. In India Blood transfusion practices 
have become safer after the Supreme Court ruling and after 
the implementation of decisions of drug and cosmetic act of 
India Accordingly complete patient and donor information 
is not only essential but is also scientific. In our study 
residential address like District, Tehsil. Village / Mohalla 
was mentioned in only 14 (1.4%) requisition forms. 676 
(67.6%) forms had incomplete residential address while as 
address was not mentioned at all in 310 (31%) requisition 
forms. Diagnosis'Provisional diagnosis of the patient 
needing transfusion was mentioned on 602 (60.2%) 
requisition, while in 398 (39.8%) requisition forms it was 
not mentioned. Indication for blood transfusion was stated 
in 566 (56.6%) requisition forms while as it was stated in 
434 (43.4%) requisition forms. Indication for transfusion 
given apparently coincided with the diagnosis/provisional 
diagnosis given in 526 (92.93%) patients while it did not 
apparently coincide in 40 (7.03%) patients. History of 


screening criteria so that the risk of transmitting infectious 
agents or causing other adverse events is minimized I,l “. i n 
our study voluntary donors were provided in 838 (83 8%) 
patients while as 162 (16.2%) received free blood from 
unpaid volunteers. The paying of donors for fresh blood 
products for transfusion was discontinued after studies in 
early 1970s demonstrated that paid donors had a 
substantially higher prevalence of Hepatitis " In our study 

patients who received free blood were mostly Bullet and 
Blast injury patients, or patients with no attendant, or 
patients with attendants who had already donated. Blood 
receipt by the treating unit was complete in 892 (89.2%) 
requisition forms while as it was partially complete or 
incomplete in 108 (10.8%) requisition forms. 

It is concluded that the resident staff of the hospital 
do not take the documentation of the records very seriously. 
We have to make efforts to train residents in this direction. 
The senior faculty staff of the hospital has to ensure that the 
resident staff is taught about the essentiality of proper 
documentation. The Blood bank staff may not accept 
incomplete forms in routine cases. 
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SOCIAL CLASS & HEALTH STATUS 


c . / ./ .. .... Syed Amin Tabish, 

Mtahmient to participation )n the po/dical 'process, f"™' 0 ”"' 

differences that are unnecessary and avoidable and indeed to ho uni i t i r ntt * e - Inequalities in health an 

»' M » mainfy , 

"/ ""™ "-/-«'>■ Obmrt ,,/aw to W* «» 

Inequalities in health are differences that are unnecessary and avoidable and iudqed to he uniust and „mv 
Inequalities are restrictions ol choice of lifestyle, exposure to unhealthy living and Joikin- conditio^ a 
inadequate access to essential health and other public health services. Equity, is therefore, concerned withTeat nf 
more equal opportunities for health and reducing differentials to the minimum. The inequalities include 
differences between geographical areas both within and between countries, ethnic groups in the population 
occupations winch can be clashed mto social classes, those with jobs and those who are unemployed thosew°,h 
different levels of educational achievement, income groups, and the sexes. H 7 ,m 

It has been estimated that in the average developing country the top 10 percent of the households receive 40 n er 
cent of income and the bottom 40 per cent receive 10 per cent of the income. Extreme poverty is very damaging 
icalth particularly through malnutrition. Poor nourishment reduces resistance to disease. Malnourishment leads tn 
both poor physical development and poor mental development. The underfed child is less able toabsorb education 

One of the most persistent disease patterns observed in public health research is that people in lowest socin 
economic groups have the highest rates of morbidity and mortality. This differential has been observed throu«hom 
the world, regardless of whether the dominant disease of death and disability were attributed to infectious of non¬ 
in tedious causes and regard less of the specific methods used to assess socioeconomic status. 

A more appropriate social epidemiology would take advantage of current discrepancies and inconsistencies in 
the research evidence by developing better research methods and instruments, by thinking about more appropriate 
disease classification s> stems, by exploring more precisely the ways in which psychological factors affect immune 
tunchon, by considering more systematically the possibility that what happens early in life, and by moving beyond 
models that do not consider disease pathways beyond those of an individual. 

The importance of social factors in the etiology of many diseases is becoming increasingly clear. It is 

impressive that an increasingly large body of consistent findings is being generated in spite of these major 

methodological problems. Intervention in the social environment clearly is necessary', and continued research on 

social factors therefore must become an important priority in both public health planning and programme 
development. 

On*, of the causes of the inequalities is that lower social classes are unlikely to use preventive services. Hi°her 

social class recedes more explanations of their health problems as compared to lower social classes. In addition 
for any sickness, the higher social classes are more likely to go to a doctor. The health services do not actually 
succeed in providing equal access for equal need as intended. 

Health inequalities are an endemic characteristic of all modern industrial societies, but the size of the 

differential varies between countries and overtime, indicating that there is nothing fixed or inevitable about having 
such a health divide. 

Social Stratification 

Social stratification refers to the division of a society into layers (strata) whose occupants have unequal access 
to social opportunities and rewards. People in the top strata enjoy privileges that are not available to other members 
of society, people in the bottom strata endure penalties that other members of society escape. The upper class 
consists of relatively few individuals (I percent of total population) with great wealth and great power in the 
economy. Upper middle class (10 percent of total population) consists of successful business people, executives, 
professionals, and high ranking civil and military officials. The lower middle class (30 percent of total population) 
also consists of professionals and small business people. The working class (40 percent of total population) 
consists of skilled and unskilled (blue collar) workers. Lower class (20 percent of total population) consists of the 
poor. 1 he under class constitute I percent of the population. In a stratified society, inequality is the part of the 
social structure and passes from one generation to the next. 

Factors influencing health 

I here are many Inlluences on an individual's health, often categorized into biological factors; the physical and 

II y - I A AA * * * A J 1 V A JA ' ’i'll'* *•****■■■**« Ml . . Jr* r*p ••« •« ** ■**■ *** H*m4**^.*«*p « i i ■*<'**«* . 


JK-Proctitioner 2006;13(4);242-247 . 

Author's affiliation 

Head, Accident Emergency, Sher-e-hashtnir Institute ofMedical sciences. Post Box: <V2 6, GPO , Srinagar-19000!. emai 
wnintahish a hotmail.com 


JK- Practitioner Vol 13. No 4. October-Dcccmbcr 201 




essay 


^-~-rr| a | environment; personal life style; and health services. ~,. , t ess 

S Most influences on health demonstrate a social gradient, with conditions conducive to ea ^ . factors 

favourable with declining social status. There is therefore an uneven distribution of health hazar s a , ... 

across the population, resulting in groups with lower status, power or income carrying a heavier 

^National profiles of health and disease indicate the vast inequalities in health status that exist * n iy. an ^ 

♦tip underprivileged form part of every country's population. The international evidence on incqua i ies 
cupelling. People who live in disadvantage circumstances have more illnesses, greater distress, more 

*nH shorter lives than those who are more affluent. . . . crtrT1P 

In most developing countries, registration of births and deaths is seriously mcomp e e ai • ' 

considerable proportion of the population cannot state their age with any accuracy. Local surveys can, 

n<;ed to estimate infant mortality rates. . . ; 

Second, accurate data on income is difficult to collect as a high proportion of the working popu a ion 
the informal sector. But it is often possible to make comparisons between poorer and richer areas or e wee _ 

croups. According to World Bank report of 1993, in Indonesia, India and Kenya, child mortality is higher msta 
with higher proportion of poor people; within cities, there are large differences in child mortality rates e we 

An association between poverty and ill health has been recognized. It seems likely that curmil a ti y e Iifetime 
exposure to health damaging or health promoting physical and social environments is the main . 

obS variations in heahh and life expectancy, with health related social mobility, heahh paging o 
oromoting behaviors, use of health services, and genetic or biological factors also contributing. et ^P e W1 P 
heahh move down the social scale and people with good health move up the social scale. There emam 
explanations of health inequalities in terms of behaviour and explanation in. terms <5f materia circums^ > 
though they are closely associated. The role of genetics (heredity) and environment are very imp 

‘""tIi ere'are* vast* dtfferen ceifhT heal th statu s between developed and developing countries. The high child 
mortality and the high death rate among the very young in developing countries results from iseases a 

a ' n Tnft^nts bom^n^ura| e are^have C a muchTovver chance of survival than urban infants do. The most vulnerable are 
farmers with inadequate resources, landless agricultural labourers with limited employment oppo uni i 

s 

half of the social class variations and some lifestyles are strongly influenced by the social environment. Ex 
inequality is not just unfair but is in addition health damaging. Societies, which have less mequahly in income Jes 
variations in hosing, standards and better working conditions, seem to have less health inequalities e w 

eC °Peopk°may S be landless, members of minority ethnic groups, disadvantaged because they are 
homeless, jobless, or inhabitants of remote marginal areas, or displaced persons. Most of the un crpri g 
health terms are women and children whose well-being requires special attention within primary health care^The 

elderly are also vulnerable in many countries. Particularly in developing countries, these un ^ r P" v, ' e ^^''Slv 
of society are politically weak and are often too sick, illiterate, or geographically dispersed to become polMcaUy 
active. Thus, the responsibility for improving prospects forthese groups will fall upon the more privi^egc gin p ^ 
Concern for the care, protection and promotion of health of the vulnerable and undetprivileged groups must be me 
task of governments, which have, after all, the responsibility for ensuring an equitabie distnbul[ioni of some y 
resources based on the principles of social justice. Disadvantaged people not only suffer from poor health but 
receive poor health care Conversely, wealthy people enjoy not only better health but better access tc 
facilities Development strategies that are compatible with the primary health care approach S 

puCe quests fo P r economic growth reeardless of the human consequences. Strategies that promote economy 
orowth and reductions in social inequalities and increase in social services are consonant with the goal of health 
all. Government money alone will not guarantee achieving this objective. Political commitment and support are 

also critical 

Lifestylelslhe ■wfy^nifc^which'Ss within the choice of the individual; however tire limited range of choice 
mav be Chan-ins lifestyle might seem to be the easiest and cheapest way of securing health improvement in a 
societN at anv level of development. If people learned to boil their water, buD' their feces and household waste and 
sdect or grow the most nutritious diet which is within their means, health status would show a notable 
improvement. If people did not smoke, take alcohol in access, were safety conscious on the roads and at work, a 

large amount of morbidity and mortality could be avoided. . . .. j «« limithfl hv 

Largely people are the prisoners of their values and the values of their society they live in, and are limited b\ 
their economic and social environment quite apart from any health knowledge they may possess. An authoritarian 
society may be able to some extent impose health on people whether they like it or not. But in most societies this 
would be unacceptable, ex cept in very limited contexts. It is imperative to understand the ditteunt and uttui 
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conflicling pressures to which different groups of people are subject. 

^e ridl n gin n U encesonbeh a vio U rare o ft e , , o cial pressures-what the peer croup does 

is a price that has tobe paid" topa^ici^a^ HiTaK andclrink but “ 

Wi,h C 10 be found •»« 

absorbed middle class aspiring values, i. is useless to direct health education message auhema^ihhevhad If rr' 

is a matter of luck and the future can take care of itself, it is or little interest to be told what activit es^wtov-'h f 
pleasure today, run risks of major health damage in the future. ‘ ‘ 1 ’ wh,ch S'™ 

be « er educated are better served by the media. It has been found that the ‘quality’ press publishes m™ 
articles on health; is more informative by citing books, articles and government reports; and g^more governor 
social factors in ill health such as unemployment and class inequalities more coverage of 

Values, beliefs and social pressures can and do change over time, though the process by which thev do mav 
be read,ly understood. Social pressures are certainly changing in Europe and North America. SmoSwuS 
have to ask permission to smoke, n developing countries, smoking rates are increasing in both men and women 
The smoking habits of parents mfluence their children. While smoking has been on decline in Europe and North 
America the producers have been concentratmg for declining markets by putting their major efforts elsewhere 
Carefully designed and properly communicated messages (health education) can be used to promote health 
Face-to-face contact between health professionals and the public is one effective way of changing behaviour 
Giving people knowledge about what is favourable or unfavorable to health is far from being enough to influence 
health behaviour. Any attempt to improve lifestyle must be based on the choices thal people in difflcuh 
circumstances can make, so that realistic, credibleadvice and helpcan be given. 

A vital age group for health promotion is children aged 8 to 13. Health education should be comprehensive 
should be continued over the years with a substantial time commitment and the same themes should be repeated at 
different stages of the course. The training of the teachers is critical and the involvement of parents hi-hlv 

desirable. This will help children to clarify their ideas, valuesand attitudes. * y 


Vigorous action by government would help. If people were led to recapture their responsibility for their own 
health, the response to change in lifestyles would be better. 

There is need to concentrate action in areas or districts with the lowest agricultural production per household 

the poorest rates of school attendance, the highest indicators of malnutrition, or living in the worst slums. Special 

efforts can be made to improve take-up rates for immunization and other preventive care, and to improve the 

accessibility and quality- of health services. Extra health education in schools and school meals can be provided in 

deprived areas and efforts made to improve sub-standard housing and reduce pollution. Population stabilization is 
essential. 

Attempt to coordinate health policy at both the national and local levels, and developing community 
participation in action will go a long way to promote health of the nation. 

Tackling Inequalities in Health 

Strategies to tackle inequalities should focus on strengthening individuals; strengthening communities, 
improving access to essential facilities and services, and encouraging macroeconomic and cultural change. The 
aim of strengthening individuals has been to make up perceived deficiencies in knowledge, practical competence 
or stress management among people experiencing disadvantage, and to encourage the acquisition of personal or 
social skills to change their way of life or to be more resilient in the face of adversity. These policies see the 
problem they seek to address mainly in terms of an individuals personal education and development. 

Interventions with a behavioural focus stand more chance of success if information giving is supplemented 
w ith persona] support or structural changes that help make the behavioural change easier, and iftheadvice given is 
sensitive to the difficult circumstances in which many people live. 

Community development is essentially about increasing the ability of marginalized communities to work 
together to identify and take action on priorities defined as important by the communities themselves. If people in 
marginalized communities were working well collectively they could influence their local environment in small 
but constructive ways: attracting resources to the area to improve housing and safety, for example, or working 
together to tackle crime or to limit substance abuse, or any other of their chosen priorities. These could lead to 
improvement in both physical and mental health in specific areas in the long run. 

Community regeneration strategies focus on multiply deprived areas with typically about 10 to 20 thousand 
residents. They attempt to improve the social conditions in a neighborhood at the same time as stimulating the local 
economy to provide more employment opportunities and tackling defects in the physical environment. The aim is 
to achieve sustainable and, long-term improvements, acknowledging that three aspects — physical environment, 
economic opportunities and social conditions in a neighborhood — are all interrelated and therefore a coordinated 
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-*■ oro ach isessemial. _ . and 

gnipovvering communities by strengthening the rights of all citizens, including entitlement to services a 

accessible complaints procedures, could play a useful part. vn to be 

jniprovements in day-to-day living and working conditions and access to services have been s ov _ 
beneficial for the health of populations. Initiatives include some of the classic public health measures to im P _ 
access to adequate housing, sanitation, uncontaminated food supplies, safer workplaces and health an wr 
ser vices. Such measures have the potential to benefit the health of the population in general, but especia y 

the people living in the worst conditions, bringing about a reduction in the health gap. . . . . . 

The factors and policies that have, been influential in bringing about the striking improvements in ea _ 
developed economies resulting in the reduction in the risk of, or fatality from, infection as the main tac or in 
decline in mortality, brought about by the rise in the living standards, certain agricultural developmen s a 
extensive public health measures include improvement in nutrition, smaller family size due to fertility con to , 
better provision of water uncontaminated with faeces, increased education and the application o sc ten i ic 
knowledge (control of communicable diseases, immunization, etc.) and to undo the negative e ec s o 
industrialization , such as improvements in dangerous and debilitating working conditions and the appa m 0 

housing conditions caused by rapid urbanization. . , 

The^World Bank suggests that governments must do more to promote a healthier environment, especia y or 
the poor, who face greatly increased health risks from poor sanitation, inefficient and unsafe water supplies, poor 
nersona! and food hygiene, inadequate garbage disposal, indoor air pollution, and crowded and inferior lousing. 
Collectively these risks are associated with 30 percent of the global burden of disease. Such public healt measures 

are as important today as ever. ... , r 

The impact on health of such provision (like improving water supply and sanitation) is s, ® ni * ca !\ ,n . 
developing countries. Reduction in child mortality and disease severity are substantial. Programmes li e ea 
Start in the USA and Canada,, targeting resources at the start on half a million children in the poorest countries, 
subsequently extended to 450,000 children was designated to be a comprehensive package of services provi in to 
early education at a day centre, immunization, medical checkups to detect hearing and vision defects, hot me a s 
during the day, and social services and parental education/support for the families of children.. Controlled stu les 
have found consistently positive results for the better-quality, more comprehensive schemes. 

Countries that have implemented economic policies that have reduced poverty and brought about a more equa 
distribution of resources have made most progress in certain key aspects of health, such as life expectancy an 

In developing nations advances in income and education have allowed households almost everywhere to 
improve their health. Macroeconomic policies that increased income was seen to work by increasing the a 1 ity o 
the people to obtain the prerequisites for health - food, housing, safe water, warmth, satisfying employment, etc. 
the importance of policies to influence the distribution of resources within a country is recognized, ase on 
examination of policy in countries and regions that have achieved better health status than expected from tieir 
economic position. Rich countries like Japan and poor countries such as China, Costa Rica and Sri Lanka nave a 
made impressive improvements in life expectancy and infant mortality, which appear to be associate wi e 

more equal distribution ofincome that accompanied economic growth in these countries. 

The impact of macroeconomic policies on the health of the most vulnerable groups in society therefore needs to 
be monitored carefully. Poverty reduction policies are potentially essential for tackling inequalities m health ana, 
these would entail both ameliorating the effects of hardship through adequate social security provision tor those 

who fall into poverty, and attempts to prevent poverty in the long-term. 

A Strategic Approach ,. , • 

The importance of having a coordinated intersectoral strategy can be well illustrated in relation to community 

regeneration programmes for multiply deprived neighborhoods. Improvements in the physical fabric which do 

not address underlying economic problems, are short-lived. Training and capacity building which is not linked into 

realistic opportunities forjobs or additional responsibility will not be seen to be relevant. 

Action to tackle variations in health must be central to achievement of the government's national health policy. 
Everyone should have the opportunity to attain their full potential for health. Equity in access to and use ot health 
services is a common goal for all. Equity' is increasingly becoming an important issue especially when attention is 
focused on efficiency considerations. Health sector reforms are taking place in many countries globally. These will 
have serious implications if proper attention is not given to the poor, marginalized and vulnerable groups. Evidence 
from Sri Lanka and Malaysia indicate that provision of basic health services has indeed been an important 

mechanism for mitigating the impact of poverty in rural areas. 

Health promotion activities are actively encouraged in most countries. Many healthcare providers and hea 
experts are becoming increasingly concerned about the growing evidence of significant health inequalities 
between social groups, and in particular the strong association between relative deprivation and poor health. I he 
Ministry of Health can play a key role in coordinating and implementing public health programs intended to reduce 

inequalities in health. . , ,, tt 

As part of the process for developing a health policy consistent with the economic policy embedded in Orowth 

with Equity’, and thus based on achieving equity in health, the government of Zimbabwe undertook a re\ lew ot the 
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aTa prio S riiy^for”he C g<rvem S niem'hes^reng»hcn r ing l of™s?ns^Uution , ahTie e h II> ™ ent included 

health planning and for coordinating the workof the agencies resnonsihleT 5 'ul^fmg development and 

or ££EE. ttTSSE equalize ZSL'ZSR S TlTT 

!™^^i l "«^iroumsbTO»s, «^rev!^i ve umjHwendTccISveMss* unhea *'*'y betaavEt oOhcElivSn 

Policy initiatives 

Policy initiatives that can influence inequalities in health exists at four different levels- stremoh • 

individuals: strengthening communities; improving access to essential facilities and serlices and encoum»!n 8 
macroeconomic and cultural change. services, ana encouraging 

Policies that attempt to strengthen individuals aim to change people’s behaviour or copying skills thmi.oh 
personal education and/or empowerment. General health education messages have a limited impact on ivnnf 
from disadvantaged environments because the pressures ortheir lives constrain the scope for behavioural ch^neo 
However, more sensitive interventions that combine education and support can have a positive effect on the he^h 

other poll v leve^ 8 if 1 ^ are carefu "y 'heir needs and combined Z action at 


IF 


Polices that aim to strengthen communities have either focused on strengthening their social networks or thev 
have adopted a broader strategy that develops the physical, economical and social structures of an area Such 
initiatives can. through involving the community itself in the determination of priorities change the local 

environment, services and support systems in ways that promote equity in health. ’ 

Despite some successes, however, efforts to strengthen individuals and communities have had a minimal 
impact or reducing inequalities in health. Much greater influence is possible at the other policy levels. Some ofThe 
greatest gains in health in the past have resulted from improvements in living and working conditions - better 

housing, improved water supply and sanitation, safer conditions in the workplace, education the alleviation of 
poverty and general provision of health and welfare services. 


Macroeconomic and cultural changes are also important determinants of health because they influence the 
overall standard of living in a country and its distribution; attitudes to women, minority groups and older people- 
and major environmental factors such as international pollution. Policies at this level have been shown to have 
different effects on the various groups in society, creating major implication for tackling inequalities in health 

A Holistic Approach 

The more the determinants of health are recognized and understood the more inescapable is the conclusion that 
a person’s health cannot be divorced from the social and economic environment in which they live. Factors that 
increasingly recognized to be of critical importance and that shaped the thinking include the physical 
environment, such and the adequacy of housing, working conditions and pollution; social and economic 
influences such as income and wealth, levels of unemployment, and the quality of social relationships and social 

support; barriers to adopting a healthier personal lifestyle; and access to appropriate and effective health and social 
services. 


The best way of reducing family poverty is to tackle its causes by ensuring that all people who wish to be 
economically active have access to well paid jobs. Useful steps in this direction would include better training 

opportunities and improved childcare facilities, as discussed below. However, the social security system also 
needs to be reformed. 

Increasing child benefit would be one way of improving family income. However, a large investment would 
only result in modest increases in the income of poor families. A more cost-effective way of reducing family would 
be increase means-tested benefits such as income support and fam ily credit. Other policies that would reduce some 
of the pressures on people with low income should include tackling problems of low uptake of benefits; replacing 
the social fund loans scheme with a grants system; ensuring that alt households have access to vital utilities-such 
as heat, light and water - without the threat of disconnection. Not only might these measures reduce inequalities in 
health but they would also raise the resources necessary to ftnance a comprehensive strategy to promote social 
justice and equity in health. 

A crucial step in tackling inequalities is the need to create opportunities for prosperous and fulfilling 
employment for all citizens. The causal link that runs from deprivation from poor schooling, unemployment, low 
earnings and poor health must be broken. Preschool education should be expanded, particularly children living in 
disadvantaged circumstances, to give them a better start in life and to create greater equality of educational 
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Unravelling the psychological 
shadows of epilepsy 

In the recent years, apart from the effective 
therapeutic management of epilepsy, the cognitive and 
psychiatric impact of the illness and various medications 
used to treat it are to be taken primary care of. This role 
requires a strong primary psychiatric background that 
enables the psychiatrist to understand the psychosocial 
impact that epilepsy, a chronic illness, can have and how 
epilepsy related cognitive deficits may affect patient’s 
educational and employment opportunities and hence 
theirsense of control and independence. 

To abolish this disease, one must apply the element 

which is Opposed to it, and not what is favorable and 
habituated 

On the Sacred Disease - Hippocrates 

The psychiatrist may need to consult with the 
patient about disturbed relationship that may develop with 
in the family or spouses as a result of dependent positions 
in which many patients find themselves. 

Another responsibility of the psychiatrist is to 
identify any primary or secondary psychiatric disorders 
that patients may have, such as personality disorders or 
disorders of affect or mood. Some of these disturbances 
may require additional medical treatment, and the 
psychiatrist needs to know how various psychotropic 
medications may interact with anti epilepsy medications. 
So, an understanding of psychiatric and social issues in 
epileptics and effective intervention along with the anti 
epileptic drugs is required for a full-fledged therapeutic 
measure, which is now widely practiced in western 
countries. 

PSYCHIATRIC ISSUES 

Epilepsy is associated with focal or regional 
cerebral abnormalities. Though local, these may impair 
functions at a distance and they can create a deleterious effect 
on the functional organization of the brain. Impairment of 
cerebral function may also impair the individual’s ordinary 
mechanisms of psychological defense. These mechanisms, 
such as denial or projection, are the means by which an 
individual copes with the world 11 . 

Behavioral disorders: 

Clinically postictal changes are well 
documented, ranging from localized Todd’s paralysis 10 to 

profound global dysfunction following a generalized 
convulsion. 


Another potential source of eoilenw inn. T 

interictal behaviour problems would include the effects of 

chron ic epileptic seizure on endocrine function" Scirur f 

hormones, altering diurnal fluctuations and 
levels in brain and blood, which could have dramar'’’ 
effects on behaviour and might, for instance, account for 

epilepsy" y nC "° n seen in some Patients with 
Learning disorders: 

It can be seen that there is a close associiimn 
between seizure disorders and learning disability The 
history of epilepsy is particularly frequent in those with 
se * ere Jeam'ng disability, usually startine j n 

narttn° d ' an | d ,herC are im P° rtant associations with 
particular syndromes associated with learning disability 

Ep'demiolqgy of learningdjsabilitics and epilepsy * 

Author; Prevalence of Freq.oflMmift, " 

v . . epllepsy/1000 disability 

Kouletal(16) 2.5 229% 

Bharuchaetal(3) 3.6 is 00 / 


Freq. of (earning 

mmB W . 23%* i 

Bharuchaetat(3) 3.6 182 % ! 

(Includes cerebral palsy) 

Personality disorders: 

Although some patients show features of the 
Geschwind syndrome, (consistent pattern of personality 
change, associated with temporal lobe epilepsy) nature 
and number of behaviors appear inconsistent. 

Changes in personality, behavior, and affect 
based on review by Bear 1 

1. Emotionality 

2. Manic tendencies 

3. Depression 

4. Humourlessness 

5. Altered sexuality 

6. Anger, hostility 

7. Aggression 

8. Religiosity 

9. Nascent philosophical interest 

10. Augmented sense of personal destiny 

11. Dependence, passivity 

12. Paranoia 

13. Moralism 

14. Guilt 

15. Obsessionalism 

16. Circumstantiality 

17. Viscosity 


18. Hypergraphia 
Psychosis of epilepsy: 

Most postictal psychoses are precipitated by 
series of generalized tonie clonic seizures. More rarely, 
psychoses occur after single grand mall seizures or 
following series of complex partial seizures. Postictal 
psychoses account for approximately 25% of psychoses 
in epilepsy 7 . Inter ictal psychoses are less frequent and 
account for 10-30% of cases \ 


In some patients, postictal behaviourcan involve 
complicated actions, such as reactive automatisms that 
follow complex partial seizures and may result in 
inappropriate semi directed responses, such as aggression 
towards some one attempting restraint. Other patients 
experience postictal psychosis 

Certain types of epileptic seizures cause chronic 
disruption in sleep organization, particularly a reduction 
in REM sleep It is well known that REM sleep 
deprivation can produce behavioral disturbance, 
including psychosis, so the possibility that this may be an 
indirect means by which some forms of epilepsy produce 
lasting interictal disturbances in behaviour needs to be 
further investigated. 


Affective disorders: 

Chronic epilepsy is frequently associated not only with a 
characteristic broad range of affective symptoms as are 
typical for depressive disorders but also with anxiety, 
specific fears, and with distinctive symptoms of 
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Consciousness 

; Duration 

eeg 


Treatment 




Clinical characteristics of psychoses In relation to seizure activity 


total psychosis 
Impaired 


Hours to days 
Status epilepticus 


Antiepileptic 
drugs iv 


Postictal psychosis 
impaired or normal 

Days to weeks 

Increased epileptic 
and slow activity 


Parietal psychosis 
Impaired 

Days to weeks 

Increased epileptic and 
slow activity 


Spontaneous recovery Improvement of 
in many cases seizure control 


Alternative psychosis 
Nominal 

Days to weeks 

Normalized 


Reduction of 
antlepilepticdrugs 


Adapted from the Comprehensive Textbook of Epilepsy Volume II Pg*2074 


Interictal psychosis 
Normal 

Months 

Unchanged 

neuroleptics 


■ ritability and subtle briefeuphoric moods. 

Risk factors associated with Interictal psychoses of epilepsy* 

" * r ” Bias tofemale patients 



Sex 
Age 

[Interval 
Epileptic syndrome 

[Seizure type 

'Seizure frequency 
[Neurological findings 

pathology * 


Early adolescence 

onset of seizure-onset of psychosis: 

mean 14 years 

Temporal lobe epilepsy 

Complex focal 

Low, diminished 

Sinistrality 

Gangliogliomas, hamartomas 
Mediobasal focus, especially left sided 


Adapted from the Comprehensive Textbook of Epilepsy Volume II 
pg-2075 


specific relationship between suicide and epilepsy when 
he stated that “suicide although not a certainty is often a 
probable indication of a morbid family tendency, and 
some weight must be given to it as an indication of a 
disposition to disease of which epilepsy may be the result 
even when it has an immediate exciting cause’. There is a 
general consensus that the risk of suicide in people with 
epilepsy is higher than that in the general population. 
Some studies suggest that the rate of suicide in peop e 
with epilepsy is around 4-5 times that of the general 
population and that those with TLE have an even greater 

risk (25 times and higher). 

Suicide In people with epilepsy: ‘ 

References Deaths (n) Suicides (n) Deat s by 

suicide (%) 


Key symptoms among 33 patients with interictal mood 

disorder 



Child psychiatric disorders in epilepsy: 

Children with epilepsy are at risk for certain 
specific diagnosis. Symptoms of attention 
deficit/hyperactivity disorder have been found in 
approximately a third of the children with epilepsy. These 
children more often have symptoms of inattention than 

hyperactivity or impulsivity 11 

Mood disorders are also common, with 
approximately one fourth of adolescents with epilepsy 

having symptoms of depression . 

Anxiety has not been assessed as often as mood 
disturbance, although two studies have found an increased 

risk, especially adolescents' 1 ''". 

Approximately a third of children with autistic 
disorder may have seizures during their life time. The rare 
Landau - Kleffner syndrome of acquired epileptic aphasia 
is part of the differential diagnosis of autistic disorder. A 
schizophreniform psychosis has been seen in adults with 
epilepsy but seems to be uncommon in children, although 
Caplan et al. 1 99t has found illogical thinking in children 
with partial complex seizures. 

Suicide in people with epilepsy: 

Gowers' 1 was one of the first to document a 


Prudhomme 1100 ° 

While et al 636 21 3 

FreylagandLindenberg 294 9 3,1 

Adapted from the Comprehensive Textbook of Epilepsy Volume II 

Pg-2143 

Other Psychiatric issues in epilepsy: 

Panic attacks - although panic disorder can 
occur independent of epilepsy (due to temporal lobe 
dysfunction), the relationship between epilepsy and panic 
disorder is still considered to be a complex one. Anxiety 
states leading to panic attacks may develop out of the 
stresses of living with epilepsy, and they are reported to 
occur more often in those with epilepsy than in the general 

population. 

Obsessive compulsive disorder (OCD) - there 
is occasional reports of patients in whom a single 
pathological cause appears to underlie both their epilepsy 
and features of OCD. There are case reports of patients 
whose seizures have taken the form of forced thoughts 
with a quality resembling the obsessions of OCD. Levin B 
et al, suggested a common lesion in both these states . 

Aggressive disorder and episodic dyscontrol: 
Bach-Y-Rita et al, 1 described 130 patients presenting with 
violent behaviour in whom the pattern of disturbance was 
one of episodic dyscontrol. Seven of these had a known 
history of TLE, and a total of 25/130 subjects reported a 
seizure at some time. 

Overall it appears that temporal lobe EEG 
abnormality are associated with episodic dyscontrol in 
those both with and without epilepsy, suggesting that 
feelings of dyscontrol and rage are primarily associated 
with discharges in the amygdala and hippocampus'". 
SOCIAL ISSUES 

Perception of stigma among people with epilepsy: 
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Many surveys show that significant numbers of 
people with epilepsy feel stigmatized. Scamblcr and Hopkins*’ 
nund that people with epilepsy had important levels of fear and 
shame. About one third of patients who married after their 
seizures began did not tell their prospective spouses about the 
condition, and another third mentioned it only using the terms 
like, “attacks", "disease spells" and the like. A research group in 
Australia found that 24% of diagnosed eases denied they had 
epilepsy even when they were assured of confidentiality. There 
is some evidence that concealment itself causes additional 

problems, ranging from avoidance of social interaction to 
emotional damage. 

Disruption in social functioning: 

Persons with epilepsy have a higher prevalence of 
social problems than those Jrom the general population: 
problems most commonly tound include anxictv. poor self- 
concept. social isolation, social adaptation and depression. 

Problems in living with epilepsy related to social 
adjustment (e.g. Driving and lack ol employment opportunities) 
are also frequently reported in adults with epilepsy. Social 
problems are important because they have been found to be 
related to mental health problems such as depression, anxiety 
and psychopathologv in persons \\ ith epilepsy'*. 

Factors associated with social problems: 

Sev ere and frequent seizuresD 
Presence of other conditions/dellcits 
Academic undcrachicv ement 
Chronic condition 
Negative attitudes towards epilepsv 
Lack of a supportive family environment 
CONCLUSION 

Apart from physical damage; the emotional, cognitive 
and social aspect of an epileptic patient is better taken care of 
through psychological problem oriented therapy. A 
comprehensive assessment needs to he carried out on a regular 
- > 1 ^ tt t ification of psychiatric issues, social 

problems and referral lor the rehabilitation services whenever 
required. Recent data lias shown that epileptic patients have 
gained confidence in life, good self-esteem, emotional stability 
and social strength through psychological approach. 

Patients and their families who have difficulty in 
understanding the illness, its consequences and who as a result 
lose their (ulf potential in terms of occupation, living 
arrangements and behaviour require effective management. 
More potential discussions and formal psychotherapy could he 
tailored singlv or in groups. Non-specialists counselling can be 
provided b\ resources available in schools, colleges', and 
community health centers. In case of children with epilepsv. 
family thcrap> may be needed to unravel and improve 
complicated familv dv namics in order to optimize the quality of 
life in both patients and parents along w ith other siblings. 

Counselling needs to be integrated with social work, 
psychological and psychiatric input to take care of associated 
problems like impaired language comprehension, depression 
and aggressive outbursts that threaten the break up of the family 
unit. 

Social skill programs and rehabilitation are also need 
to be provided, particularly in children and adults who exhibit 
associated neurological problems including mental retardation. 
Psychological counseling in children with epilepsy should 
include all aspects of self and environmental issues. Undue 
restriction and withdrawal from social life are better managed 
through psy chosocial concern and special educational process. 
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Laparoscopic colorectal 
surgery - Current Perspective 


After Philip Mouret did first laparoscopic 
cholecystectomy in 1987. last decade and a half has seen 
quantum leap in the field of minimal invasive surgery 
Technical explosion has revolutionized the face ot 
surgery. All surgical specialties specially abdominal, 
pelvic and thoracic have seen application ot minima 
invasive surgery for almost all diseases. Colorectal 
malignancies have not been an exception. Jacob did first 
laparoscopic assisted colectomy in 1991. Soon after 
promising start laparoscopic colorectal surgery was seen 
with wide skepticism because ot some initial reports ot 
port site metastasis in otherwise potentially curable 
diseases. Since then laparoscopic assisted colectomy was 
subjected to intense scrutiny and was restricted to be done 

under trial in most part of US A and Europe. 

Laparoscopic colectomy or proctectomy can be 
done total laparoscopically, laparoscopic assisted or Hand 
assisted depending upon expertise, stage of the disease 
and usage of staplers. If an operation can be completed 
with ease in reasonable time then total laparoscopy is the 
most minimal invasive approach. 'I his would require a 
small incision to deliver the specimen or to exteriorize the 
bowel end. We can use this incision to devascularize, 
resect and anastomose the bowel outside after initial 
mobilization of bowel laparoscopically. We can also 
utilize this incision if made in the early part of the surgery 
to put hand inside to aid dissection, retraction and 
hemostasis. This not only shortens the operating time but 
bridges the gap between conventional and laparoscopic 
surgery by shortening the learning curve. 

Some of the concerns were port site metastasis, 
clear margins, adequate number of lymph nodes yield, 

local and distant spread of disease. 

Several initial non randomized trials have shown 

that laparoscopic assisted colectomy is safe, less painful, 
decreases hospital stay, early return to work with no 
oncological concerns. Various randomized trials such as 
COLOR trial, COST trial, BARCELONA trial and 
HONG KONG trial have published these results. Ail these 

f” * r t 


trials confirm the short term advantages of minimal 


invasive surgery as discussed earlier. Long term 


- ^ 

oncological results are encouraging. Incidence ot port site 

metastasis is a big myth. Literature suggests that the 

incidence of port site metastasis is close to 1% similar to 

wound site metastasis in conventional surgery. Number of 

lymph nodes harvested is similar to conventional surgery-. 

Disease free status ofdistal and circumferential margins is 

again comparable to conventional surgery. 

BARCELONA trial has shown better results for stage III 

tumors when done laparoscopically. This can be 

explained on the basis of less immune suppression by 

laparoscopy. We now know that minimal invasive surgery 

causes less surgical stress leading to better preservation of 

immunological and physiological status. In animal 

models experimental data suggest that laparotomy is 

associated with significantly increase rate of tumor 

growth and increase metastasis. As open procedures 

suppress cell mediated immunity more than laparoscopic 


surgeries in animal and human cc.n S v H,c more 
immunosuppression after a procedure. t, 
morbidity and mortality and also increase can 
response. Therefore a patient who undergoes 
laparoscopic procedure is likely to experience less 
immunosuppression and lesser cancer respons 

compare to the same procedure done open. 

To summarize, laparoscopic colorectal cancer 

resections arc safe and are associated with atleast similar 
if not better long term survival rates with unchallenged 
short term advantages of minimal invasive surgery. 
However, laparoscopic colorectal surgery has a steep 
learning curve and requires advanced skill in minimal 
invasive surgery. These procedures today should be 
restricted t<5 centers with high volume colorectal an 
minimal invasive work after proper training. 
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Drug Regulations Awaiting 
Enforcement in J&K State 


Drug services to common masses and related 
issues in the state of Jammu and Kashmir are regulated 
through Drugs and Cosmetics Act. 1940, Drugs and 
Cosmetics Rules, 1945, Drug Prices Control Order. 1995 
and J&K Pharmacy Act. 2011 (samvat). However there 
are some other drug legislations that either require 
promulgation in full or demand enforcement ot some ol 
their highly significant provisions in the state of Jammi 
and Kashmir. A few of such drug regulations are discussec 

as under. 


Drugs and Cosmetics Act 


Over the past few years, use of drugs belongiiv 
to indigenous systems of medicine like Ayurveda, Unan 
Siddha and Homeopathy has gained wide popularit 
among masses and a large chunk of population is resort in 
to these forms of treatment for curing their ailments. J&l 
State too has witnessed massive growth of sale outlet 
dealing with drugs belonging to one or more of thus 
systems of medicine. However surprisingly there at 
absolutely no legal or statutory provisions an 
mechanisms in place to control, govern, monitor ar 
regulate the sale, storage or distribution of such drugs < 
licensing of such drug sale outlets. As a result mushroo 
growth of unlicensed sale outlets has become a b 
nuisance along the length and breadth ol the state ot J&K 
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Drugs and Cosmetics Act, 1940 and Rules 
thereunder were promulgated in the state of J&K in early 
seventies. Though provisions relating to the manufacture 

rhfnr t v l nd d ' str, I but,on of such drugs do exist under 
chapter IV-A and chapter Vl-A of the Drugs and 

Cosmetics Act of 1940, same have not been enforced 

unlike other provisions relating to the drugs belonging to 

allopathic system of medicine. Therefore it should be a 

priority of the state govt, to bring drug sale, storage and 

distribution of alternative systems of medicine also under 

the ambit of Drug and Food Control Organization and 

enforce the provisions relating to their sale and usage. 

Adequate powers should be vested upon the existing staff 

in this regard until further augmentation is made possible. 

Further the provisions of Drugs and Cosmetics Act, 1940 

dealing with manufacture, sale, storage and distribution of 

cosmetics also need to be enforced to the possible extent 

in due course of time. 


"requirement of qualified pharmacy personnel - 

endeavor, diploma course in pharmacy maV^h 1 
commenced at govt, polytechnics in Jammu -L * * c 
after appointing teaching staff and mak ^ r,na f !ar 

necessary facilities available for Hie purpose.°"" :r 

Wider participation or the oh-ir™ 
professionals drawn from various sections like academ? 
clinical set up, regulatory afTairs, industry as well ati ' 
and market,ng in the affairs of.he J&K Pharmacy Coun^ 
shall pave way for its better functionino 
outcome and greater acceptance of its mSTk 
working should not be confined to any one department 'r 

the state administration. Since its decisions affec h 

enttre pro ess,on, it calls fora broader representation 

X™ as ,s ,ruc wi,h s,a,e pharmacy 


Pharmacy Act 

Just the way central Drugs and Cosmetics Act. 
1940 has been enforced in the state, central Pharmacy Act 
of 1948 too needs to be promulgated in place of J&K 
Pharmacy Act 2011 (samvat). This will bring all 
pharmacy academic institutions of the state under the 
purview of the Pharmacy Council of India, help our 
pharmacists get registered in the Central Register and 
practice pharmacy profession anywhere in India. Besides 
it will also enable our pharmacy institutions seek financial 
assistance from central councils, organize and participate 
in their continuing education programmes, seminars etc 
and achieve national and international level standards in 
our pharmacy and health education. 


* - ns executive Committee anrt 

enforcing Education Regulations in the state j&K 

Pharmacy Council may appoint its own inspectors havin,. 

P r e u Cr ™ ed c l ual,fica,l0ns - as provided under section 26 A 
of.he Pharmacy Act, 1948 in order to inspect the premise, 
where drugs are dispensed, to enquire whether a person 
who is engaged in selling, dispensing or compoundin' ', 
drugs is a registered pharmacist, to investigate complaints 
regarding contravention of the Act and to institute 
prosecutions against the offenders. This initiative sh ill 
help our society get rid of drug delivery' and distributional 
peop| 3ndS of unqualified ’ unre g>$tered and unscrupulous 

Narcotic Drugs and Psychotropic Substances Act 


The Jammu and Kashmir Pharmacy Council has 
been constituted a few years ago. So far. Council has 
prepared the first and subsequent registers of those 
pharmacists who have been carrying on the business or 
profession of pharmacy in J&K, As a next step, it has to 
frame an Executive Committee and regulate pharmacy 
education in the state by way of enforcement of Education 
Regulations as provided under section 10 of the J&K 
Pharmacy Act 2011 (samvat). Thereunder it can prescribe 
the minimum standards of education required for 
qualification as a pharmacist and can also prescribe the 
nature and period of study and of practical training to be 
undertaken before admission to the qualifying 
examination for a degree or diploma in pharmacy. Further 
these regulations shall also lay down the subjects of 
examination and the standards to be attained therein apart 
from the equipment and facilities to be provided to 
students for undergoing such approved courses of study. 

Once Education Regulations come into force, no 
person other than a diploma or a degree holder in 
pharmacy should be designated or registered as a 
pharmacist and a target date should be fixed beyond which 
no person other than a pharmacy degree or diploma holder 
could apply for a drug sale license. Drug trade should 
thereafter be strictly restricted to diploma or degree 
holders in pharmacy only. In order to cater to the 


Reports of widespread drug addiction and abuse 
of prohibited medicines have been pouring in from 
various parts of the state over the last few yeare. A tough 
and stringent piece of legislation namely Narcotic Dru»s 
and Psychotropic Substances Act has been enacted in 
1985 to help curb the scourge of drug abuse. Act is a 
central Act and extends to the state of Jammu and Kashmir 
too. Most significant feature of the Act is the exemplary' 
punishment provided for most of the offences;in some 
cases rigorous imprisonment upto 30 years in addition to a 
fine of more than 3 lacs of rupees. Even mere possession 
of a small quantity of any narcotic drug or psychotropic 
substance as listed in the Act for an unauthorized personal 

use or consumption of such drug are cognizable offences 
under this Act. 

The Act is however chiefly enforced by the 
Narcotics Control Bureau whose workforce is very- 
meager and needs expansion. Though this Bureau has a 
nodal centre at Jammu, there is none in the valley making 
its activities imperceptible. More people possessing 
degrees in Pharmaceutical Sciences need to be appointed 
as enforcement officers under the Act for an efficient and 
foolproof administration of its provisions. Sale, storage 
and use of drugs specified under Schedule X of the Drugs 
and Cosmetics Act, 1940 has to be regulated with a greater 
vigil by the inspectorate working under Drug Control 
Organization. Record-keeping of such drugs should be 
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-J^iclc indispensable and the same should be checked 
regularly by the inspectorate. License to sell, stock and 
distribute drugs pertaining to Schedule X should be 
restricted to dealers with absolutely spotless track record 
and those indulging in unlawful trade of such drugs should 
be severely punished as per law. 

Drugs and Magic Remedies Act 

With a view to curb the menace of false and 
misleading advertisements and to prohibit advertisements 
of certain remedies alleged to possess magical curative 
properties that are likely to make the ignorant ones resort 
to self-medication or quackery, the Drugs and Magic 
Remedies Act was passed in 1954. However the Act 
extends to the state of J&K only to a limited extent. It 
needs to be enforced in toto and necessary powers towards 
its enforcement should be delegated fully to the available 
manpower that is competent for the same. Ethical criteria 
for drug promotion and advertising should be established 
for the state of Jammu & Kashmir along the lines of such 
ethical criteria developed by the World Health 
Organization. Drug promotional activities not in 
accordance with the law may not be permitted in the state. 
This will help to protect the public from being exploited. 

MCI Guidelines 

Guidelines put forth by the Medical Council of 
India with regards requirement of qualified pharmacists in 
hospitals need to be implemented. They have prescribed a 
minimum of three qualified pharmacists for every 50 bed- 
hospital or less, 5 for 51-100 bed hospital, 8 for 100-200, 
10 for 200-300 and a minimum of 15 qualified 
pharmacists for 300-500 bed hospitals. National Human 
Rights Commission in its report on hospital pharmacy 
services submitted in January, 1999 has also 
recommended that, “every hospital should organize the 
pharmaceutical activities in regard to purchase, storage, 
testing, compounding, dispensing and distribution of 
drugs under the charge of a competent and experienced 
persons possessing at least degree in pharmacy". In 
accordance with these guidelines and the 
recommendations made vide Hathi Committee Report 
(1975), it is necessary that the requirements as per MCI 
guidelines be fulfilled and necessary' mechanism devised. 

Further such positions should be exclusively 
reserved for trained pharmacy graduates and the services 
of at least one pharmacy graduate should be made 
available at every primary health centre, sub-district and 
district hospital of the state. It is only professionally 
trained and legally qualified pharmacy personnel who 
could counsel and disseminate information to patients on 
matters like indications of the drug, its contra-indications, 
adverse effects, precautions, dosage etc and could also 
play their legitimate and pivotal role in procurement, 
testing, storage and dispensing of standard quality drugs 
in ever>' hospital and primary health centre. 


State Drug Policy 

As a result of increasing complexity of 
pharmaceutical and healthcare services in the state in the 
wake of an overwhelming increase in the number of drug 
sale outlets, an unexpected surge in the morbidity rale, 
greater number of people resorting to alternative systems 
of medicine, need for promulgation of a comprehensive 
drug policy in the state has become inevitable. 

Formulation of a new drug policy in the state also 
assumes immense importance in order to invoke an 
effective quality control system for drugs, ensure rational 
prescribing and use of medicines, make safe and effective 
drugs available in adequate quantities particularly at govt, 
centers, improve procurement, storage and distribution 
practices for drugs and other medical supplies, provide 
quality pharmaceutical and healthcare services at 
hospitals, stringently enforce all drug-related laws, extend 
adequate research and training facilities at all academic 
and healthcare institutions and to initiate indigenous 
manufacture of life saving drugs within the state. All these 
vital components of our basic healthcare need to be guided 
by a strong framework of guidelines envisaged under a 
proper policy statement. 

Given the kind of training and technical know¬ 
how of pharmacy graduates, they provide a better choice 
than simple science graduates in dealing with health 
related issues concerning the community at large. With 
their knowledge base on community health education, 
they are more suited for the posts of community health 
officers. Hence the minimum qualification for the post ot 
community health officers may be proposed as a 
bachelor's degree in pharmacy rather than simple 
graduation in science as is currently in vogue. 
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